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Foreword

This book shines a light into the dark room of depression. The editors have built a
unique perspective through expert contributions from a wide range of specialists,
service providers, service users and researchers. The reader is taken on an exciting
and informative journey through current literature, contentious issues and the
diversity of affective disorders in older people.

The first chapter gives an overview of depression and bipolar affective disorder
in both a historical and contemporaneous context. The progression of subsequent
chapters takes the reader deeper into diagnosis, aetiology and management.
Having been provided with a strong foundation, the reader moves on to those
areas that continually frustrate, puzzle and excite clinicians, researchers and
service providers. Despite the paucity of research, these areas provide some
of the most contentious and difficult challenges facing modern medicine. The
relationships between affective disorders and physical health, cognitive integrity,
psychosocial and spiritual aspects of the human condition are explored. These
issues are reflected in the chapters devoted to intervention and management.
Within these chapters are updates on electro-convulsive treatments and, interest-
ingly, on the use of magnets in the treatment of depression. There is an easy-to-
read but well-informed chapter on psychotherapy with useful case illustrations.
The chapter relating to drug treatments is well founded in scientific evidence
and also draws attention to the developing public interest in herbal and other
remedies.

One of the main attractions of this book is the way in which the editors have
managed to cater for an eclectic readership. In other books, this approach can be
at the expense of focus and clarity. However, the complexity of affective disorders
in older people and the acknowledged practice of working in multi-professional
teams and crossing boundaries between secondary, primary and social care
demands such an approach. The informed and useful inclusion of service users’
perspectives and the innovative and interesting chapter on spirituality adds to the
adventure.

vii



viii FOREWORD

There is no doubt that this book is good, fun and interesting. The editorial style
makes it easy to read and the reader will come away with enthusiasm for working
in this field, which is, after all, probably one of the most challenging and interesting
fields you can be involved in.

Professor Ken Wilson
Professor of Old Age Psychiatry
University of Liverpool
February 2008



Preface

This is the fourth in a group of books for professionals working with the elderly. The
parent book Practical Psychiatry of Old Age has proved popular and enduring and
is now in its fourth edition. This introductory book has now been supplemented
by multi-professional works which explore different areas of old age psychiatry
in greater detail and from a variety of perspectives. Practical Management of
Dementia: a multi-professional approach was the first of these. This was followed
by Practical Old Age Psychopharmacology: a multi-professional approach and now
by this volume on affective disorders.

Our aim in editing these multi-author works is not only to go into more depth
than is possible in a general introductory text like Practical Psychiatry of Old Age
but also to develop an overview from a variety of perspectives. This view is intend-
ed to provide a balanced and inclusive view about the different contributions of
different disciplines, patients and carers into the practical management of the main
disorders of mental health in old age.

In this volume we have invited chapters from a variety of experts on areas
such as aetiology, diagnosis and psychological and pharmacological treatment.
In addition, we have included chapters that adopt a more contextual approach
to the management of affective disorders in areas like primary care and geriatric
medicine. Other chapters look at what specific disciplines such as nursing, social
work and occupational therapy have to offer. We have sought to include the
user and carer viewpoint and the important and often neglected spiritual aspects
of managing affective disorders. We trust, therefore, that this book will be a
useful resource for all members of the multi-professional team. It will help them
understand the contributions of other disciplines but most of all it will help them
adopt a balanced and practical approach to the management of a very important
group of disorders in old age.

Stephen Curran and John P Wattis
February 2008
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CHAPTER 1

Affective disorders in the new
millennium

JOHN P WATTIS

Introduction

While concepts of depressed mood or melancholia have been with us for many
centuries, it is only in the last 50 years or so that our understanding of the
biochemistry and physiology of depression (and mania) have advanced significantly.
‘Evidence-based’ psychological and psychopharmacological treatments are also
relatively recent, though the roots of psychodynamic therapy go back a little
further. The whole evidence-based approach to healthcare! has resulted in 2 more
standardised approach to treatment, exemplified in the National Institute for
Clinical Excellence (NICE) guidance on the management of depression.? The
social, political and economic contexts of psychiatric practice are changing rapidly.
In the Western world the nuclear family has largely replaced the extended family
and capitalism is now the dominant economic system worldwide. People in the
richer countries have access to a wide range of treatments for mental disorder
though these may be constrained in different ways depending on how healthcare is
funded. Improvements in communication and the phenomenon of ‘globalisation’
have brought different cultures, religions and world-views into contact, sometimes
resulting in positive collaborations and synthesis and sometimes in conflict.

Two trends are particularly relevant to the subject of affective disorders in old
age at the beginning of the new millennium. The first is the vast shift in the age
structure of the population, now affecting virtually all continents and cultures.
Many developed countries now have 15% or more of the population in the over-
65-years age group and numbers are increasing across the world. In the UK, the
proportion of the population aged 65 and over has increased from around 5%
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2 PRACTICAL MANAGEMENT OF AFFECTIVE DISORDERS IN OLDER PEOPLE

in 1900 to around 16% currently. Over the period 1971-2005, the percentage of
people aged 65 and over increased from 13 % to 16%. Within this age group even
greater increases were seen for those aged 85 and over. The proportion of those
aged 65 and over who were aged 85 and over increased from 7% in mid-1971
to 12% in mid-2005. The Office of National Statistics predicts that population
ageing will continue during the first half of this century, since the proportion of
the population aged 65 and over will increase as the large numbers of people born
after the Second World War and during the 1960s baby boom become older. The
proportion of population at working ages is set to fall as the baby boomers move
into retirement and are replaced by the smaller numbers of people born in each
year since the 1960s.”> Reduced infant mortality and better healthcare generally
now mean that other countries are undergoing a similar demographic shift.

The second major trend is the increasing synthesis of psychological, social,
physical, spiritual and pharmacological viewpoints in the understanding and
management of affective disorders. Biomedical sciences are no longer seen as
necessarily in opposition to the ‘softer’ psychosocial sciences and the false oppo-
sition between science and religion is weakening. This is reflected in the contents
and multidisciplinary authorship of this volume.

Depression is an important cause of morbidity and mortality in old age. Mania
is much less common but can have a devastating impact when it does occur. In
this introductory chapter we will first consider depression in some detail. Then
we will consider mania and hypomania more briefly. In this overview, there will
inevitably be some overlap with the contents of the chapters that follow and we
will point to these as appropriate.

Depression

In this section we will consider the following.
» Clinical features.
+ The classification of depression.
> Epidemiology, including:
« associations with physical illness and disability/handicap
« exercise
« gender differences
« detection and measurement of outcome.

Clinical features

Severe depression changes life completely. It affects behaviour, relationships, emo-
tions, motivation, thinking, sleep and other somatic functions. The person who
could mix well socially suddenly becomes isolated and reclusive. Everything is too
much trouble. Personal appearance is neglected and the capacity for enjoyment
is reduced. Appetite is often diminished, food is not enjoyed and weight is lost
(though sometimes ‘comfort eating’ leads to weight gain). Often sleep is disrupted
and waking early in the morning may be compounded by diurnal variation of
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mood with mood generally (but not always) worse first thing. Severe depression
reduces motivation and slows mind and body. It distorts thinking and even
memories, resulting in preoccupation with negative themes such as poor physical
health, guilt, self-reproach and unworthiness. Agitation sometimes complicates
depression and may paralyse the patient’s capacity to make decisions or manifest
itself in constant seeking for comfort and reassurance. Weepiness is more common
in women than men but is often reported indirectly by friends, relatives and carers
since the patient may feel she has to conceal her true feelings from strangers.
Suicide risk is high, especially in men. Depression in older men differs in a number
of respects from depression in older women (this is discussed in more detail in a
later section).

Classification and definitions

The major international system for classifying diseases, The International
Classification of Diseases, 10th edition (ICD-10),* groups all mood disorders
together under seven main categories as follows:

F30  Manic episode

F31  Bipolar affective disorder (includes recurrent mania)
F32  Depressive episode

F33  Recurrent depressive disorder

F34  Persistent mood disorder

F38  Other mood disorder

F39  Unspecified mood disorder.

Each category is subdivided according to severity (mild, moderate or severe) and
the presence or absence of psychotic symptoms. There are also coding provisions
to record the presence or absence of somatic symptoms (anhedonia, mood worse
in the morning and early morning waking). This generates around 30 differ-
ent categories for depression, though in practice some are more common than
others.

Unfortunately, the need for consistency in diagnosis can generate very com-
plicated rules. For example, a diagnosis of 7:ld depressive episode rests on the
following:

1 The syndrome must be present for at least #wo weeks, there must be no history
of mania/hypomania and the depression must not be attributable to organic
disease or psychoactive substances (the difficulty of this will become evident
when we examine associations with physical illness in more detail).

2 At least two of the following three symptoms must be present:

a Depressed mood to a degree that is definitely abnormal for the individual,
present for most of the day and for almost every day, and largely uninfluenced
by circumstances
Loss of interest or pleasure in activities that are normally pleasurable

¢ Decreased energy or increased fatiguability.
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3 Additional symptoms from the following list to give a total of at least four:

a Loss of confidence or self-esteem

b Unreasonable self-reproach or excessive and inappropriate guilt

¢ Recurrent thoughts of death or suicide; suicidal behaviour

d Complaints or evidence of diminished ability to think or concentrate, such
as indecisiveness or vacillation

e Change in psychomotor activity with agitation or retardation (either
subjective or objective)

t  Sleep disturbance
Change in appetite/weight.

To be classified as moderate, at least two symzptoms from list 2 above and additional
symptoms from section 3, to a total of six, must be present. To meet the criteria for
severe depression: all three symptoms from section 2 must be present and at least
five from section 3 (at least ezght symptoms from 2 and 3 in total).

Depressive episodes (F32), whether or not occurring in the context of recurrent
depressive disorder (F33) or bipolar disorders (F31), and manic or hypomanic
episodes (F30) are our main concern in this volume. However, dysthymia (F34.1)
is also important. It describes people whose outlook is persistently depressed but
whose depression is not sufficiently severe or acute in onset to be described as
a depressive episode. Anxiety symptoms are often prominent. The relationship
between dysthymia and depressive disorder is not exclusive. Dysthymia may follow
or complicate a depressive episode and it is not always clear that they are different
conditions either in terms of causation or treatment.

Epidemiologists and others who research into the relationships between depres-
sion and other conditions in old age often resort to less complicated definitions.
The main diagnostic classifications (and the rating scales developed from them)
have largely been developed in relation to younger adult patients and may not
always be applicable to older adults.” In addition epidemiologists have to employ
case-finding instruments which may be mapped on to diagnostic systems but
may employ variable definitions of ‘caseness’. Pervasive depression has been
used as a term to define a level of caseness that defines depression of a type and
severity likely to warrant medical or psychological intervention. Depression in
epidemiological studies is diagnosed using instruments such as the Geriatric
Mental State (GMS) Examination® or the Short-CARE’ schedule. Sometimes self-
assessment measures such as the Geriatric Depression Scale (GDS),® the Brief
Assessment Schedule for Depression in the Elderly-Cards (BASDEC)® or the
Hospital Anxiety and Depression (HAD) scale'®!'? are used. The correspondence
between the categories produced by these latter scales and the more rigorous
categories of the ICD-10* and the American Diagnostic and Statistical Manual
(DSM-IV)¥ is at times sketchy. However, even the simplest self-assessment scales
like the HAD measure something that can properly be described as depression
and that responds to treatment.
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Epidemiology

In this section we consider the prevalence of depression in old age and its
associations with other diagnoses, disabilities, handicaps and social factors. De-
pression is associated with increased mortality.'*> Depressive disorder is essentially
treatable but under-diagnosed and under-treated in many different settings'+'¢-*?
and its higher prevalence in particular groups makes people in those groups ideal
candidates for early detection and intervention.

When we are considering prevalence, we need to distinguish carefully between
overall prevalence and the prevalence of depression in subgroups which, for one
reason or another, are at higher risk of developing or continuing to suffer from
depressed mood. For example, a large-scale epidemiological study using the
GMS? showed that having ever been a heavy drinker (for a period of at least two
years) increased the relative risk of depression in old age fourfold. Depression is
more common among elderly acute medical inpatients,?' among disabled isolated
elders?? and in residential settings.”’ It contributes to morbidity, mortality and
increased usage of non-psychiatric medical services.?* These associations are often
complicated and difficult to tease out. Overall, pervasive depression probably
affects around 12% or 13% at any one time (past month ‘point’ prevalence),”
but only about 2-3% of older people have a depression that would meet the
categoric criteria for severe depressive episode. There has long been conflict of
opinion about whether depression is more or less common with increasing age.
One study showed that prevalence of depression increased over the age of 80 years
but that this was mostly associated with chronic health problems and functional
impairment rather than a direct effect of ageing.?

We will now briefly examine the prevalence of depression in different settings,
in different ethnic groups and cultures, and in different sexes. We will also consider
the effect of depression upon mortality, and its association with different illnesses,
social factors, disability and handicap. Some of these issues will be addressed at
greater length in later chapters of the book.

Depression in different settings

In residential homes? and hospitals?' depression is two or three times more
common than in the community. One Italian study showed a very high prevalence
of 20% ‘major’ depression, 4% dysthymic disorders and 13 % ‘atypical’ depression
in a geriatric day hospital where there was no distinct old age psychiatry service,?
emphasising the interaction between patterns of service and apparent prevalence.
A UK study, using the GMS, of people in receipt of Home Care services found the
prevalence of depression to be 26%, half of it severe, and often not recognised.?® A
follow-up study of older medical inpatients showed that, when physical illness was
controlled for, those who were depressed before discharge saw physicians more
frequently, were more often hospitalised and more often needed nursing home
care than controls without depression.?’
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Depression, culture and ethnicity

There have been few studies of the symptomatology, prevalence or outcome of
depression by race. One relatively large-scale study suggested there is at least
little difference in symptomatology between African-Americans and non-African-
Americans.’® A European study using the same case-finding methods in a number
of different countries found a wide variation in prevalence from 9% in Iceland
to 24% in Munich. The difference was even marked between two UK cities,
London (17%) and Liverpool (10%).>! Explanations for these differences are
only speculative at present but the issue of depression and culture is addressed at
greater length in Chapter 15.

Depression and mortality

Overall, point prevalence of depressed mood (mostly DSM-III dysthymia) did not
predict short-term mortality among the elderly in the community when other
factors such as high age, gender, smoking, disability, somatic illnesses and number
of medications taken was controlled for.”> However, depression persisting over
five years was associated with increased mortality.”> Also, given the associations
between hypertension, heart disease and cancer and depression discussed later,
there remains a question as to how logical it is to control for physical illness which
is itself associated with disability and depression. Another, hospital study, reported
later,”* showed an association between depressed mood (measured dimensionally
using the HAD) and increased mortality.

Depression and physical illness

One carefully controlled large-scale (n=1286) study with a four year follow-up
showed that older people who reported depressive symptoms were at higher risk
of subsequent physical decline in simple tests of motor function (odds ratio 1.55;
95% CI 1.02-2.34).” For medical inpatients (n=454), high depression scores on
the HAD were associated with mortality at 22 months (multivariate odds ratio 1.9;
95% CI 1.2-3.1, p<0.01).>* Another study of outcome for depressed patients in
hospital with physical disability showed that, on average 47 weeks after discharge,
depression and disability varied together,*® furnishing further evidence of the
strong links between depression and disability in old people that will be explored
further later. An interesting ethnic difference emerged in this study in that black
people tended to have a better outcome for mood regardless of whether or not
physical disability improved.

Moving to more specific associations, cardiovascular disease, cancer, stroke,
hypertension and diabetes are all associated with depression.’” In a Finnish
community study, coronary heart disease, physical disability, and widowhood
or divorce were associated with self-reported depression in men. In women the
association was between a history of clinical depression, physical disability and the
use of angiotensin-converting enzyme inhibitors and depression.’® A prospective
hospital-based study in the USA of people having elective cardiac catheterisation
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for coronary artery disease showed that at the time of catheterisation self-reported
physical function differed by the number of arteries stenosed, and by observer-
rated baseline anxiety and depression quartiles. Deterioration in physical function
at one year was associated with baseline anxiety or depression but not with
baseline artery status. Surgical or medical treatment seemed to neutralise the effect
of coronary stenosis on physical function at one year but not the negative effect
of baseline anxiety or depression.’® The association between depression and heart
disease is strong and depression may precede as well as follow heart disease.*’

Another large-scale study (n=4825) showed that, after controlling for other
known risk factors, depressed mood persisting over six years increased the hazard
ratio for developing cancer to 1.88 (95% CI =1.13-3.14). This risk was consistent
across most kinds of cancer and was not confined to cigarette smokers.*

A thorough evaluation of 277 patients from three to four months after an
ischaemic stroke* found DSM-III-R major depression in 26% and minor depres-
sion in a further 14%. Major depression with no explanatory factor apart from
stroke was present in 18%. Analysis showed that dependency in daily life was
associated with an increased risk of depression (odds ratio [OR] 1.8; 95%
CI 1.1-3.1) with an even greater association with major depression (OR 2.0;
95% CI 1.6-5.5). Previous episodes of depression were also associated with a
markedly increased risk of post-stroke depression. A survey of stroke and hip
fracture survivors living in private households” found high levels (41%) of
HAD depression or anxiety and of severe or very severe disability (57%). Not
surprisingly, there was a strong association between severe disability and anxiety
(p<0.0005 OR not given) and severe disability and depression (p<0.0001).
These authors also looked at the impact of social contact and found that there
was a strong association between social contact and lower prevalence of anxiety
(p<0.01) or depression (p<0.0001). The association with stroke is not only that
of depression as a post-stroke phenomenon but also as a possible risk factor for
stroke.* Caregivers also may become anxious or depressed following a stroke in
the person they look after. Survivors of stroke and their relatives were asked at
six months to complete the General Health Questionnaire (GHQ — a measure
of emotional distress) and the HAD. Over half the carers were in the abnormal
range on the GHQ. Caregivers were more likely to be depressed if the patients
were severely dependent or emotionally distressed themselves (p<0.01, OR not
quoted).®

Depression is common, though notoriously difficult to diagnose, in Parkinson’s
disease (PD). Symptoms such as cognitive slowing (bradyphrenia) are hard to
distinguish from psychomotor retardation. One study found major depression in
16.5% and dysthymia and other forms of depression in 25.7 % of patients with PD.
Low abilities in activities of daily living correlated with the diagnosis of depressive
disorder and with high scores on the Hamilton Depression Rating Scale (an
observer rating scale commonly used in trials of antidepressants).*
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Depression and dementia

A review of depression in dementia estimated 17-30% of patients have depressive
symptoms. Depression-related behavioural problems in patients with Alzheimer’s
dementia were distressing to caregivers. This was reflected by a prevalence of
over 75% of depressed mood in those caring for patients with both dementia
and depression.* A study of over 1000 older people in a district of Stockholm,
Sweden found a surprisingly high prevalence of dementia (28% by DSM-III-R
criteria). More importantly for present purposes, it found the prevalence of
major depression at around 12% was around three times higher than in the non-
demented. Increased disability was associated with major depression in both
demented and non-demented subjects.*® A French incidence study in which 397
older people with subclinical cognitive impairment were followed up over three
years found 11% developing dementia without depression and 5% dementia
with depression. Those with dementia plus depression showed significantly
greater decrements at three years in dressing, washing, use of the telephone and
continence.”

Depression, impairment, disability, handicap and social factors

Conditions such as depression produce impairments of function that result in a
loss of ability (disability). The social response (or lack of response) to this can
produce handicap. Depression is very common in selected groups of old people
with a variety of disabling illnesses (and in those caring for them). Depression is
often associated with increased disability and the direction of causality may be
both ways. There are also hints in the studies cited above of a protective effect
against depression through social contacts. This takes us back to the now classic
study by Murphy on the social origins of depression in old age.”® She found an
association between severe life events, major social difficulties, poor physical
health and the onset of depression. Working class subjects had a higher incidence
of depression and this was associated with both poorer health and greater social
difficulties. Lack of a confiding relationship (associated with lifelong personality
traits) increased vulnerability to depression. A more recent large-scale study
failed to support some of these findings but it clearly demonstrated a link
between declining health, increasing disability and the onset of depression.’
Further clarification of the relationship between impairment, disability, handicap,
depression and social factors was provided by the ‘Gospel Oak’ series of studies
in London. The prevalence of ‘pervasive’ depression in this relatively deprived
area was 17%. Impairment, disability and particularly handicap were strongly
associated with depression. The adjusted odds ratio for depression in the most
handicapped quartile compared to the least was 24.2 (95% CI 8.8-66.6). Adjusting
for handicap abolished or weakened most of the associations between depression
and social support, income, older age, female gender and living alone.”> When the
overarching effect of handicap was put aside there was a moderate association
between depression and the number of life events experienced over the previous
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year. Personal illness, bereavement and theft were reported as the most salient
events. There was a stronger relationship between the number of social support
deficits and depression. Social support deficits also related to age, handicap,
loneliness and the use of home care services. Loneliness was itself associated
with depression (OR 12.4 (7.6-20)).”* A follow-up study a year later found that
the one-year onset rate for pervasive depression was 12% and the maintenance
rate for those initially depressed 63 %. There was a high mortality rate among
depressed people. Disablement, especially handicap, was the strongest predictor
of onset of depression. Lack of contact with friends was a risk factor for onset of
depression. For men marriage was protective, but for women it was a risk factor.
Maintenance of existing depression was predicted by low levels of social support
and social participation rather than by disablement.’* Intervention studies are
needed to see how far enhanced social support and opportunities for participation
can contribute to reducing duration of depression.

Exercise and depression

The image of inactive, isolated, depressed old people, evoked by the studies above,
contrasts with emerging research on the benefits of exercise in treating mild
to moderate depression. In the UK, evidence-based NICE guidance on the
management of depression’ recommends that GPs should prescribe exercise as
a first line treatment for mild to moderate depression. There is evidence that
exercise improves the outcome for older adults with poorly responsive depressive
symptoms” and the Mental Health Foundation has issued a report and run a
campaign to make GPs aware of the ‘exercise option’ in treating mild to mod-
erate depression in all age groups.”® A systematic review of the effects of ex-
ercise on depressive symptoms in old people’ points in the same direction but
cautions that more research is needed. Given the beneficial effects of exercise on
cardiovascular disease, diabetes and hypertension, the known association between
these disorders and depression and the incidental social benefits of engaging
in an exercise programme, there seems little doubt that exercise programmes
should be recommended for the treatment and perhaps for the prevention of
mild to moderate depression in old age. They may also prove to have a secondary
preventative effect in people who have recovered from a major depression.

Gender differences in depression

Depression is less common in older men in the community than in older women.
Robust epidemiological studies have shown that the overall prevalence of de-
pression in the over sixty-fives is around 12% (14 % for women and 8% for men).’!
In selected groups, however, depression may be more common in men than
women. For example, a community study in Perth showed that four months after
stroke there was no significant difference between the rates of depression in men
and women but at 12-month follow-up over three-quarters of the men remained
depressed whereas most of the women had recovered.”® Unfortunately, the study
did not examine incident cases of depression over the study period. A population-
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based study of older people with coronary heart disease also showed a relatively
higher prevalence in men (29%) compared with women (20%).>

The presentation of depression may also be different. In focus groups conducted
in the USA by the National Institute of Mental Health to assess depression aware-
ness,” men described their own symptoms of depression without realising that they
were depressed. Many were unaware that ‘physical’ symptoms, such as headaches,
digestive disorders, and chronic pain, could be associated with depression. In
addition, they feared that contact with mental health services or being labelled
with a diagnosis of mental illness would cost them the respect of their family and
friends, or their standing in the community.

The interplay between physical symptoms and physical disease is complicated.
As we have seen above, men with major cardiovascular disease may be more likely
to be depressed than women with the same problems. At the same time, they may
be less likely to acknowledge depressed mood, manifesting it by preoccupation
with physical symptoms and health anxiety.

Some think that the relatively low prevalence of depression in older men (only
two-thirds that in older women) is an artefact because depression is less likely to
be recognised in older men. However, recent research® suggested that the genetic
basis of severe (early onset) depression in men and women may be different.
Certainly, depressed older men often describe their symptoms differently.

The profile of older people who deliberately self-harm more closely approxi-
mates to the profile of those who kill themselves than to the profile of younger
people who deliberately self-harm.®! This implies that older people who self-harm
are more often ‘failed’ suicides than people who are making a ‘cry for help’. At all
ages, men are more likely to kill themselves than women. One study showed that
contact with mental health services is lower for males under 65 and for both sexes
over 65 years.®? General Practice contact rates were higher but still lower for men
than women with one study finding a higher GP consultation rate in older people
(though not necessarily for overt depression).®®

Detecting depression and measuring outcome

In this section we will not be concerned with diagnostic interview schedules such
as the GMS,® Short-CARE’ and others which are largely used in epidemiological
research or in-depth observer rater scales such as the Montgomery Asberg Scale®
and similar scales used mostly to rate outcomes in drug trials. We will consider the
importance of a high ‘index of suspicion’ for the diagnosis of depression in older
people, particularly those in ‘high risk’ groups and look at short scales that can be
used effectively, especially in high risk populations, to enhance the diagnosis of
depression and for the systematic evaluation of outcome in routine clinical practice
with depressed old people.

‘Screening’ for depression in older people
Screening is generally more effective in high risk populations. The geriatric
depression scale (GDS) is most widely used for this purpose. It has been validated
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in a variety of settings, cultures and languages® and a number of short forms have
been developed.®® The BASDEC®® is a simple card-sort test which has been
validated in an inpatient geriatric population. It has a potential advantage in that
the questions are repeated in different languages on the reverse of the card but it
has not been validated across cultures or different languages. The EBAS-DEP” is
a related scale. As even five questions from the GDS appear reasonably sensitive
and specific at least in a setting with a high prevalence (46%) of depression,® it
may be that the value of these scales is as much in prompting clinicians always
to ask about depression as in their intrinsic psychometric properties. Certainly,
one study has shown that systematising the information already gathered when
patients are admitted to acute geriatric inpatient care can potentially result in
higher detection rates.”

Measuring outcome for depression in old people

Patient self-report is the most obvious way to measure outcome. When a variety
of different interviewers are involved, a self-rating scale such as the GDS has
obvious advantages in ensuring that the same factors are being considered. The
Hospital Anxiety and Depression Scale, which does not work well as a screening
instrument in geriatric inpatients,”? does, however, correlate well with more
sophisticated measures of severity'"? and appears to function well as an outcome
measure in depressed elderly psychiatric inpatients.”

Mania and hypomania

Research into mania/hypomania specifically in old age is relatively limited.
ICD-10* defines hypomania as a disorder characterised by persistent mild
elevation of mood, increased energy and activity and usually marked feelings
of well-being and both physical and mental efficiency. Increased sociability,
talkativeness and other features are present but 7ot to the extent that they lead to
severe disruption or social rejection. Especially in older subjects, irritability (and
sometimes suspiciousness) may take the place of the usual euphoria. Manic patients
show a more severe degree of the same symptoms with excitability, loss of attention
and concentration and pressure of speech and activity of a degree that significantly
interferes with normal function. In mania with psychotic symptoms delusions,
hallucinations or complete incoherence complicate the picture. Sometimes these
states may be hard to distinguish from some forms of excited delirium and it
is therefore important for the health professional to consider the possibility of
underlying physical disorder. Single episodes of mania are rare. By convention,
repeated episodes of mania or hypomania along with the more usual pattern
of depressive episodes interspersed with mania/hypomania are classified as
‘bipolar’ disorders. The relationship between mania and depression was recognised
by Kraepelin™ when he developed the concept of manic-depressive illness. He
and other more recent authors” emphasised the occurrence of mixed states
where some depressive and some manic symptoms coexisted and early accounts
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suggested these were more common in old age, though systematic analyses have
shown no significant differences in clinical features between older and younger
patients with bipolar disorder.”® One-year prevalence of mania in the over sixty-
fives is only 0.1%, but they are over-represented in specialised old age psychiatry
inpatient units, accounting for up to 12% of admissions.””

Though mania and hypomania often show themselves at an early age in bipolar
disorder, some patients with recurrent depressive disorder develop mania or
hypomania for the first time in late life. There is some evidence that this may be
due to the precipitation of these conditions by organic brain damage (up to 40%)
which does not necessarily presage dementia.’®’87

Treatment of depression and mania in old age is affected by different sus-
ceptibilities to the side-effects of treatment and sometimes by changes in the
metabolism or renal clearance of drugs, especially lithium (see later).

Conclusions

In this chapter we have reviewed the basic facts about the definition, impact, di-
agnostic classification and associations of affective disorders in old age. We have
emphasised how the changing age structure of the population makes management
of affective disorders in old age a key priority. The association of depression with
mortality and morbidity leads to the conclusion that the detection and treatment
of depression in late life is very worthwhile and simple, brief self-rating scales
can assist both in detection and in measuring the outcomes of intervention.
Depression is particularly prevalent in certain settings and in association with
particular conditions and it is in these settings that screening is likely to be most
effective.

Mania or hypomania may be part of a lifelong bipolar disorder or may arise for
the first time in late life. Onset may be associated with non-dementing organic
brain damage and possible precipitation by medical conditions or treatment.
A distinction should be made between mania and excited delirium where the
treatment of the underlying medical condition is vital.

We have tried to support the trend towards synthesising different areas of
knowledge and practice to promote a holistic approach to the management of these
disorders. Their understanding and management includes medical, psychological,
physical, social, occupational and spiritual perspectives. The structure of this
book aims to provide some depth in understanding of detection and diagnosis,
aetiology, psychological and physical treatment and some breadth by considering
the perspectives of psychiatry, primary care and geriatric medicine, social work,
nursing and therapy professions. In addition we have asked contributors to look
specifically at the often neglected cultural and spiritual dimensions and have asked
another contributor to look at drug developments and future treatments.
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KEY POINTS

Increasing numbers of old people and the high prevalence of affective
disorders (especially depression with its associated morbidity and mortality)
make this a vital area of practical concern.

The association with chronic physical illness, disability and social deprivation
means that primary care practitioners, social workers and clinicians in
geriatric medicine need to be alive to the possibility of depressive illness and
its management.

While mania and hypomania are less common than depressive disorder in
old age they are potentially very destructive and hard to manage when they
occur.

Close cooperation with specialist old age psychiatry services is necessary for
the effective management of more severe depressive disorder and probably in
virtually all cases of mania and hypomania.

Good management of these disorders is inevitably multifaceted, taking into
account physical, psychological, pharmacological and social perspectives. It
demands a team approach.
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CHAPTER 2

Affective disorders in old age:
detection and clinical features

CORNELIUS KATONA

Introduction

The syndromes included within this chapter include major depression, bipolar dis-
order and dysthymia which between them affect about 6% of the population aged
65 and over, and the ‘subsyndromal’ but still significantly disabling depressions
which may affect as many as a further 14%.!

Affective disorders are therefore clearly very common; they are also all too
often not identified or not treated. Recognition of their clinical features (and how
these features differ from those of the affective disorders occurring earlier in life)
is crucial for all members of primary care teams as well as those working in mental
health and general hospital settings. In view of the greater prevalence of depression
in residential and nursing home residents, staff working in such settings should
also be aware of how depression may present.

Clinical features of depression in old age

The clinical features of depression identified with the standard classificatory sys-
tems such as The International Classification of Diseases (ICD-10; 2) (see Chapter 1)
and the Dzagnostic and Statistical Manual of Mental Disorders (DSM-IV-TR;?)
may still be used for older people but are more problematic in this group. For
major depressive disorder, for example, DSM-IV-TR requires the presence for
at least two weeks of at least five features from the list shown in Table 2.1, with
one of them having to be depressed mood or diminished interest. The syndrome
should lead to significant distress or functional impairment and ‘not be a direct
effect of a medical condition or bereavement’.

17
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TABLE 2.1 Summary of DSM-IV-TR core depressive symptoms and signs

® Depressed mood

® Diminished interest

® | oss of pleasure in all/almost all activities

® Weight loss or gain (at least 5% of premorbid body weight)
® |nsomnia or hypersomnia

® Psychomotor agitation or retardation

® Reduced ability to concentrate

® Recurrent thoughts of death or suicide

Five (including depressed mood or diminished interest or pleasure) required for
major depressive episode. Two or more required for minor depressive disorder (same
minimum duration). Sad mood on most days and two other symptoms for at least two
years required for dysthymia.

The most obvious problem is the high prevalence of medical conditions (which
are almost inevitable in the very old) and in particular the strong associations
between depression and neurological conditions such as stroke.* This has led
Alexopoulos* to propose that a number of specific ‘geriatric depression syndromes’
should be recognised in future classificatory systems, including ‘depression due
to a general medical condition’ and (in view of the many potentially depression-
inducing medications older people take) ‘substance-induced depression’. There
is also a much higher likelihood of recent bereavement in older people, in
which context it may be difficult to distinguish between typical grief (whose
expression may vary widely depending on cultural norms), atypical grief and
frank depression. Severity, persistence and disproportionate functional incapacity
following bereavement are all pointers towards true depressive illness.

Several studies have suggested that the pattern of symptoms may differ between
older and younger patients. The classic paper by Brown et 2/°> on ‘involutional
melancholia’ compared depressed patients with a first onset of illness after the age
of 50, with younger depressed patients and with a group of older patients who
had had previous episodes of depression when aged less than 50. Regardless of
age of initial onset, older patients had more somatic complaints, sleep disturbance
(particularly initial insomnia) and agitation, but were less likely to express feelings
of guilt. More recently a more specific association has been reported between
depression and painful symptoms in older people, strongest for neck and back
pain.® Prince et al.” identified two symptom clusters in older depressed patients.
The first, ‘affective suffering’ (depression, tearfulness and the wish to die), was
associated with female gender. A second ‘motivation’ factor (loss of interest, poor
concentration and lack of enjoyment) was more often found in very old people.

Other symptoms that may be useful pointers towards depression in older
people include social withdrawal and increased dependency.® Persistent sleep
disturbance has been found to be significantly associated with depression in
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community-residing elderly people and may predict subsequent depression.”'
Although reduced depth and duration of sleep are commonly found as part of the
ageing process, relatively abrupt changes in sleep pattern should be seen as useful
indicators of underlying or forthcoming depression. Among very elderly people
living in long-term care facilities, loss of interest in previously enjoyed activities
and increased irritability may indicate depression.!! Patterns of care utilisation
may also be markers for depression in old age. Older people with depression
consult their general practitioners more frequently.’? Iliffe e al.”’ examined the
interrelationship between depression, physical disability and contact with services
in 239 primary care patients aged over 75 years. Home care use was associated with
depression, even after adjustment was made for functional impairment.

Subsyndromal depression

Depression-like symptoms are also often found in older subjects whose ‘core’
symptoms are insufficient in number to fulfil criteria for major depression, minor
depression or dysthymia. Kessler e# a/.** compared older people with minor depres-
sion, those with major depression but only five or six ‘core’ symptoms and those
with major depression and seven or more ‘core’ symptoms. They showed that minor
and major depression had very similar clinical characteristics in terms of number
of episodes, average length of first episode, degree of functional impairment,
comorbidity and family psychiatric history. The incidence of non-major depression
is particularly high in people aged over 80. Such ‘subsyndromal’ depression
‘is associated with significant functional and psychosocial disability’” and ‘a
significantly increased risk remains of developing a major depression, having an
accident or experiencing a serious illness’.!

Screening for depression in older people

In the light of these differences in symptom pattern, screening instruments spe-
cific for the elderly may be particularly useful in identifying older people with
disabling depression, in primary care, general hospital and institutional settings.
Watson and Pigmore!® have recently reviewed the performance of a range of
depression-screening instruments for older adults in primary care. Probably the
most widely used instrument is the Geriatric Depression Rating Scale (GDS)Y
which Watson and Pigmore reported as having a sensitivity range of 79-100%
with specificity 67-80%. The GDS has been shown to be sensitive and specific in
both hospital and primary care settings.'®'* It exists in 30 and 15 item versions and
is designed for self-completion. It thus has the advantage of not requiring any rater
training.

The use of such rating scales is perhaps particularly appropriate in older
people with one or more specific risk factors for depression (summarised in
Table 2.2). Residential and nursing home care staff and nursing staff on medical
wards are ideally placed to carry out such screening. Other health and social care
professionals in close contact with older people, such as podiatrists and home care
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staff, also have excellent opportunities to screen for depression in the vulnerable
older people they see. It must, however, be borne in mind that screening is no
substitute for diagnosis and that the workload resultant from further assessment of
patients with ‘false positive’ screening results may be considerable. The GDS has
also recently been shown to be a useful indicator of improvement or deterioration
in depressive symptoms, even in people aged over 85.2° An interview-based rating
scale specifically designed to be sensitive to change is also available but not as yet
in wide use.?!

TABLE 2.2 Risk factors indicating high risk of depression in old age’*

® Medical illness

® Residential or nursing care
® Recent bereavement

® Neck/back pain

® Social isolation

® Caregiving for spouse with dementia

Depression and suicide

The risk of suicide must always be borne in mind when assessing depressed pa-
tients. The link between depression and suicide is stronger in old age than
earlier in life since other mental health problems associated with suicide, such as
schizophrenia, personality disorders and drug and alcohol abuse, are less often
involved. Particular indicators of suicidal risk include severity of depression,
disruption of social ties (e.g. by bereavement), prominent feelings of hopelessness,
and previous suicidal attempts. These features of the history and mental state
should be elicited carefully at initial assessment, and the mental state features
monitored closely during treatment.

Depression and anxiety

The diagnosis of depression in old age may be obscured by the presence and
indeed prominence of anxiety symptoms. Anxiety disorders have a similar overall
prevalence in older people to that of depression, with considerable diagnostic
overlap.? This study found that both phobic disorders and generalised anxiety
commonly coexisted with depression; only phobic disorder was also frequently
‘stand-alone’. Panic disorder is rare in older people.

Depression and cognitive impairment

Cognitive impairment is also frequently found in association with depression in
older people. It may hinder diagnosis but may also be informative as an indicator
of aetiology and of prognosis. Particularly prominent cognitive dysfunction in the
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context of (often less obvious) depression, reversible with successful antidepressant
treatment, is sometimes referred to as ‘depressive pseudodementia’. The long-term
prognosis of such initially reversible cognitive impairment, however, is poor.
Alexopoulos ef al? reported an almost fivefold increase in risk of subsequent
dementia in people whose original depressive presentation included prominent
cognitive dysfunction. Prior depressive episodes have been shown to be associated
with increased risk of Alzheimer’s disease (AD) in twins discordant for AD.%
Kessing et al? suggest that the risk of subsequent dementia increases with the
number of previous depressive episodes. Vascular risk factors may contribute to
the development both of depression in old age and to dementia.? People whose
first episode of depression occurs in old age may be particularly vulnerable to
cognitive deterioration and associated neurodegenerative change.?” Alexopoulos’s
group? have proposed a link between late first onset, vascular disease, poor
response to antidepressants, neuroimaging abnormalities and a symptom pattern
characterised by the relative absence of agitation and of guilt feelings, but relatively
marked loss of insight and of functional abilities. More recently, Alexopoulos*
has proposed that two distinct patterns of brain dysfunction may increase vul-
nerability to depression. In ‘vascular depression’, which occurs in people with
a history of stroke and/or other evidence of vascular brain damage, verbal
fluency and object naming tend to be particularly impaired. The depressive
syndrome in these patients is characterised by apathy, retardation and poor insight.
Alexopoulos* identifies a separate syndrome of ‘depression-executive dysfunction
syndrome’, also characterised by retardation and poor insight but in addition by
reduced interest and motivation and disproportionate impairment of daily living
skills. This suggests that it is therefore particularly important to assess cognitive
function (especially executive and other frontal lobe functions) in older people
with apparent depression. Where the diagnosis is in doubt, and where there has
been a poor response to treatment, full neuropsychological testing (as well as
neuroimaging) may be very informative.

Depressive symptoms are also common in people with established dementia. As
long ago as 1989, Wragg and Jeste? reviewed several studies of the phenomenology
and prevalence of depressive symptoms and depressive illness in patients with
established AD. They found that depressed mood was recorded in a median
of 41%, and depressive disorder (including dysthymia) in a median of 19% of
the subjects studied. Somewhat higher rates of depressive diagnosis (ranging
from 22% to 54%) have been reported in a more recent review’® which also
found that depression in AD was usually mild and had a characteristic symptom
pattern involving indecisiveness, poor concentration and sleep disturbance.
Overt complaints of depressed mood were rare. The detection of depression in
subjects with coexistent dementia remains difficult. Information from relatives (or
from nursing or care staff) may be crucial in detecting significant depression in
people with AD. As with depression in general, rating scales may be helpful. The
GDS has limited validity in the presence of dementia but may be helpful where
cognitive impairment is relatively mild. The Cornell Scale’ is the most widely
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used scale in this context; it incorporates information from both patient and carer
interviews.

Bipolar disorders

There is little evidence that older people with bipolar disorder present differently
to those with unipolar depression when the episode in question is purely de-
pressive. Apparent cognitive impairment or subjective confusion may occur but
(as discussed below) this is also frequently the case in unipolar depression. The
presentation of bipolar disorder may, however, be particularly confusing in the
case of older people with bipolar disorder during manic or mixed episodes. Manic
episodes represent a substantial minority (between 5 and 19%) of episodes of
affective disorder of sufficient severity to warrant inpatient hospital care.’> Some
studies also suggest that the new incidence of bipolar disorder may actually rise
in the eighth and ninth decades in men.”> Survival into old age may also reveal
bipolarity in people who have previously had multiple episodes of apparently
unipolar depression. It is therefore important to be familiar with the clinical
presentation of such patients and how best to assess them.

Some manic patients present with elation, over-activity, pressure of speech,
rapid but intelligible flight of ideas and disinhibition, much as is the case earlier
in life. Often, however, the picture is more mixed with rapid fluctuation in mood
between sadness and elation. Delusions, where present, tend to have persecutory
rather than grandiose content. Frailty, comorbid physical illness, medication effects
and ill-fitting dentures (all of which may make rapid speech hard to understand) as
well as prominent subjective confusion can contribute to a presentation in which
apparent confusion dominates the clinical picture. The differential diagnosis is
thus of delirium (acute organic confusional state), dementia and agitated depres-
sion. Excluding possible causes of delirium such as acute infections, drug toxicity,
and recent myocardial infarction or stroke is vital, though it must be borne in mind
that ‘true’ manic episodes in older people are often triggered by acute physical
illness, particularly stroke. Neuropsychological testing may be helpful in preventing
the (potentially disastrous) misidentification of mania as dementia, but such testing
is usually not practical until the acute manic episode has begun to respond to
treatment. Neuroimaging may also be helpful, though it should be borne in mind
that both atrophy and subcortical hyperintensities have been reported in older
people with mania in the absence of clinical evidence of dementia.’**

KEY POINTS

» Depression in older people is often triggered by bereavement or by medical
conditions.

» Social withdrawal and increased dependency may indicate underlying
depression.
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» Subsyndromal depression is associated with substantial disability.
» Vascular risk factors are particularly important in late first-onset depression.
» Mania in old age may mimic delirium or dementia.
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CHAPTER 3

Aetiology of late-life affective
disorders

ADRIAN LLOYD

Introduction

Affective disorders in late life may begin prior to and then persist into old age or
may have their very first onset later in life. Initial aetiological factors in early-
onset illnesses are, by definition, those described in standard texts on psychiatry
of working-age adults. This chapter will not revisit these in detail but will focus
on factors that are of increasing importance in old age. It must be recognised
throughout that factors evolving in later life may precipitate new episodes of illness
or add to pre-existing maintaining factors that slow recovery in both early-onset
and late-onset disorders.

The distinction between early- and late-onset illness varies between studies
from around 45 to around 65 years. For the current discussion the definition of
late-onset will be taken as 60 or above unless otherwise stated. Bipolar affective
disorder and unipolar depression are considered separately as their aetiologies
may differ.

A number of age-related processes may be important in late-onset affective
disorders, including reduced neurotransmitter levels (e.g. 5-Hydroxytryptamine
(5-HT) and noradrenalin (NA)),? increasing vascular burden,’ early degenerative
processes,*° increasing vulnerability to oxidative stress’ and disordered
neuroendocrine function, particularly of the hypothalamo-pituitary-adrenal
(HPA) axis.® These biological factors occur within a changing psychosocial milieu
as individuals age and there may be important interplay between them.

25
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Bipolar disorder

Compared with the extensive literature on bipolar disorder in younger individuals
and on unipolar depression at all ages, data regarding bipolar affective disorder in
the elderly are relatively scant and are generally cross-sectional and retrospective.”!
The research cut-off between early- and late-onset bipolar disorder is often in the
fourth or fifth decade, not fitting particularly well with the generally accepted
distinction between working age and elderly populations. Onset of mania peaks
first prior to age 30 in all subjects, then again in the late forties in females and in
the eighties or nineties in males.!® The validity of using an age of onset distinction
at all in bipolar illness has been questioned.!!!?

Most patients experiencing mania for the first time in late life have had de-
pressive episodes (i.e. onset of affective illness) earlier in life or have illness that
is secondary to other neurological insults.”” Family history of affective disorder is
increased in relatives of bipolar patients of any age-of-onset, but is more prevalent
in relatives of those with early-onset illness:!*'*'7 e.g. positive family history in 58 %
of early-onset versus 36% of late-onset patients.'® Lower socioeconomic status
in subjects with early-onset bipolar disorder is probably due to the cumulative
disruptive effect of greater illness duration.

Krauthammer and Klerman,?® supported by subsequent authors,"”?'?? intro-
duced the concept of mania secondary to physical illness: the proportion of elderly
patients where mania is temporally related to physical problems ranging from
8% to 12%.'* Reviewing the literature, Shulman et a/.? conclude that late-onset
mania is not generally precipitated by the dementias (except possibly dementia
with Lewy bodies) and note a relative lack of true manic symptoms other than the
disinhibition that can also occur in frontal lobe syndromes. Case reports record
a wide range of neurological disorders associated with mania, most commonly
cerebrovascular disease.?* Other disorders range from trauma through cerebral
tumours to AIDS and neuroendocrine disturbances. A predominance of right-
sided pathology and lesions involving the orbito-frontal areas, temporal lobe and
the basal ganglia emerges.”??*

Pre-existing neurological disease is more common in manic syndromes of late-
onset than early-onset (in up to 25% with onset after age 50). Also neurological
disorders appear to be more commonly associated with late-onset mania than with
late-onset unipolar depression (e.g. 36% versus 8% ). Again, however, most studies
are retrospective and cross-sectional and examine patients with manic symptoms
rather than a rigorous diagnosis of bipolar disorder.!**? A study examining clearly
defined bipolar disorder supported the stronger relationship of organic conditions
with late-onset (2.8%) compared with early-onset mania (1.2%) but the absolute
proportions are small and contrast with the much higher rates described with more
broadly defined manic symptoms."

Neuroimaging defines a range of structural and functional abnormalities in
the prefrontal cortex (especially anterior cingulate, orbito-frontal and ventral
areas), amygdala, and striatum. There is also an association with increased MRI



AETIOLOGY OF LATE-LIFE AFFECTIVE DISORDERS 27

hyperintensities. These data are reviewed at length elsewhere.?>? Interesting
findings in bipolar disorder that contrast with unipolar depression (see later) include
some evidence for amygdala enlargement and little evidence for hippocampal
change.”®*** Paucity of data makes it difficult to draw conclusions about the effect
of age-of-onset of bipolar disorder on structural changes beyond middle age and
independently of generalised ageing effects.

Elevation in mood can occur secondary to medication use — this is summarised
along with the findings for depression in Table 3.1.

Unipolar depression

While the point prevalence of major depressive episodes in later life (approximately
1-3%) remains similar to that for the disorder overall (1.5-4.9%) with a constant
female:male ratio of 2:1, the prevalence of depressive symptoms below the
threshold for a depressive episode is strikingly high at 10-15%.4? Also, the
cumulative percentage of individuals with depression in any given birth cohort
rises with age.”’ This raises an important question: is the aetiology of depression
the same throughout life or do alternative or additional factors come into play
with increasing age? Lesser importance of family history in late-onset depression
has been recognised for over 40 years.*

Organic conditions associated with late-onset depression

The dementias

Unipolar depression is associated with Alzheimer’s disease (AD), vascular dementia
and dementia with Lewy bodies (DLB)*#+~ While many psychiatric disorders
(including schizophrenia and neuroses) are predictive of dementia, the strongest
relationship is with affective disorders.* Up to 63 % of patients with Alzheimer’s
disease will have depressive symptoms and up to 25 % a depressive episode,*-2
figures strikingly higher than in the general population. Additionally, cell loss in
aminergic nuclei is greater in depressed sufferers of AD than in those without
depression.” Depression in dementia appears unlikely to be due simply to the
psychological impact of suffering a degenerative disorder, as its relationship with
specific dementias varies in terms of persistence, suggesting that the underlying
pathology may modify the course of depression (persistence of depression at six
months: vascular dementia 50%, DLB 42%, AD 11%).* Retrospective analysis
of patients with dementia and longitudinal follow-up of depressed elderly subjects
both indicate depression to be a risk factor for future cognitive decline.*¢>4-¢!
Depression presenting with cognitive impairment as a temporary clinical feature
carries a two- to five-fold increased risk of future dementia than that without
cognitive features, " although a small number of studies have not found this
relationship® and it is apparent in psychiatric patients rather than in community
samples.”*7?
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Family history, Apolipoprotein E and other genetic markers

Family history of affective illness is perhaps twice as common in early-onset than
in late-onset depression, indicating a greater genetic aetiological component
to early-onset illness.””7® In view of the well-recognised relationship between
the Apolipoprotein E-e4 (APOE-€4) genotype and Alzheimer’s disease and the
above relationships between depression and dementia, APOE-g4 status has been
investigated in depression. Most studies have failed to establish any link between
depression and APOE-g4.7"7>-*° Only indirect associations with medial temporal
lobe structural change, cognitive impairment or greater risk of progression to
dementia in depressed cohorts”=” are described. APOE-e4 has been found to
have an association with white matter (and thus by extrapolation possibly vascular)
change.”*” These associations add little to the possible demographic links between
degenerative and affective disorders.

Other candidate genetic markers include the methylene tetrahydrofolate re-
ductase gene mutation C677T: homo- or heterozygosity for this mutation and
clinical vascular risk factors have been reported as higher in late-onset depression.
Also worthy of mention, though rare, is the link of depression with CADASIL
(cerebral autosomal dominant arteriopathy with subcortical infarcts and leuko-
encephalopathy) in which depression is often an early presenting feature.'

Vascular disease and vascular risk factors
A significant body of evidence links cardiovascular and cerebrovascular disease with
depression.?***1% This includes coronary heart disease,*>'°'"'® 20-25 % of patients
with serious heart disease having depression. Depression is also an independent
risk factor for ischaemic heart disease.”® Stroke and risk factors for cerebrovascular
disease are similarly closely related to depressive illness,’7:190:104-108 25_5(0%,
suffering depression, with lesion location relating to onset of depression soon after
stroke but not one year later.'® Lesion laterality and relationship to depression has
contradictory evidence (e.g. right-sided;'” no significant effect of laterality'?),
although more studies suggest a relationship to left-sided insults and give a
reasonable weight of findings implicating frontal lobe lesions in particular.26!-117
As with cardiovascular disease, the direction of cause and effect is uncertain as
depression increases the risk of cerebrovascular disease two- or three-fold and
there is evidence for a dose-response relationship between severity of depression
and subsequent risk of vascular disease.>!'® Depression may have a predictive effect
comparable to that of left-ventricular function on outcome following myocardial
infarction and may increase the rate of cardiac death more than three-fold. Also,
treatment of depression improves cardiovascular outcome.'"*-1?2

Increased rates of depression have been reported associated with lower high-
density lipoprotein cholesterol (but normal total cholesterol) and previous cer-
ebrovascular disease,'?* reduced total cholesterol'?* and both elevated and lowered
total cholesterol in the same study.!® Kim ez /.!'® have speculated that two separate
mechanisms may be operating: low cholesterol being associated with general frailty
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or possibly lowered serotonin levels, and elevated cholesterol being associated with
vascular disease; both factors having importance in the aetiology of depression.
This issue is open to further clarification as other contradictory findings also exist
(e.g. no association with lowered cholesterol;'?'? controlling for confounding
factors removes associations of low cholesterol with depression;!?° treating
hypercholesterolaemia with statins does not increase depression).'?’

Whilst some population-based studies'?***° do not find an association between
vascular risk and depression, the weight of evidence increasingly supports the
existence of this relationship.>¥’! Also, pathologically defined vascular dis-
ease, particularly of the cerebral vessels, has been shown to be increased in
depressed subjects compared to matched, psychiatrically healthy controls,”? as
has the presence of inflammatory markers involved in the genesis of vascular
pathology.?>-134

Possible explanations for these relationships are not entirely clear but
include:*10015>-55¢ atherosclerosis leading to both cardiac disease and vascular
brain pathology; increased platelet reactivity in depression; HPA-axis activation
in depression with consequent adverse effects on lipid metabolism, blood pressure
and vascular intimal healing; increased immune activation; abnormal adrenal
medullary function; sympathetic dysregulation and hypotensive episodes. Biogenic
amines implicated in affective disorders also fulfil autonomic functions. These
relationships need not be mutually exclusive and such processes may even poten-
tiate one another.

Glucocorticoids and the hypothalamo-pituitary-adrenal (HPA) axis
Cortisol secretion can increase with increasing age”'** and old age may be a
time of reduced adaptability to stress.'*! Glucocorticoid secretion is known to be
disordered in affective illnesses, particularly in the elderly, up to half of patients
with late-life depression having elevated cortisol.’*”*>'** The ‘Glucocorticoid
Cascade Hypothesis’*° draws these concepts together: the hippocampus down-
regulates the HPA axis and hippocampal neurones are vulnerable to damage
from elevated cortisol. Hypercortisolaemia in affective illness may (via neuronal
damage/loss) reduce glucocorticoid receptor sites, attenuating the hippocampal
response to raised cortisol and hence up-regulating the lower components of the
HPA axis. This may perpetuate or further increase hypercortisolaemia in a feed-
forward cascade. An additional factor may exacerbate this effect in the elderly:
Dehydroepiandrosterone (DHEA)"! is an endogenous antiglucocorticoid that
may limit hypercortisolaemic damage. From a maximum between puberty and
around age 30 DHEA secretion declines into old age, potentially amplifying
cortisol-related neurotoxicity. As well as its direct effect on neurones, elevated
cortisol may render nerve cells vulnerable to damage from other mechanisms such
as the action of excitatory amino acids.”?>*> Further evidence implicating the
HPA axis and hippocampal integrity in depression comes from the observation
in Cushing’s syndrome of (reversible) low mood”¢¢! and hippocampal volume
reduction, 6214
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Links between HPA function and monoamines involved in the control of
mood!*17? include, in particular, altered 5-HT turnover in the hippocampus.
Not only may cortisol be elevated in depression but abnormalities are reported at
higher levels in the HPA axis: namely elevated ACTH at the circadian nadir'™ and
some evidence for altered corticotropin releasing factor (CRF) function, 717217
Interestingly, successful antidepressant or ECT treatment can lead to normalisation
of HPA function in patients with treatment-responsive, but not treatment-resistant,
depression,66173-180

Other important associations

Up to one quarter of patients with cancer have depression.* In Parkinson’s dis-
ease, 18118 the prevalence of depression (50% in clinical research samples and
10% in community samples) is in excess of that expected in the general population
— even in those with similarly disabling conditions — and is likely to be directly
related to degenerative processes affecting not only the substantia nigra but,
variably, also the ventral tegmental area, hypothalamus, locus coeruleus and dorsal
raphe nuclei; implicating dopamine, serotonin and noradrenalin systems.

Limbic and fronto-subcortical circuitry in affective disorders

An anatomical framework is helpful in understanding the common end result
(mood disorder) of a wide variety of changes in different brain areas (discussed
below) and in tying in the diverse biological associations reviewed above with
the presentation of depressive illness. Two major sets of connections require
consideration: 1) the interconnection of limbic structures and 2) the circuits
that give reciprocal connections between the prefrontal cortex and deeper brain
nuclei.

Limbic connections

The main connections between limbic structures are summarised in Figure 3.1.
There are many further connections between these structures and other subcortical
nuclei and also areas of frontal and temporal cortex. The most important circuit
within these connections is as follows: hippocampus—fornix—mamillary
bodies—thalamus—cingulate gyrus—hippocampus — the reverberating circuit
of Papez.

Fronto-subcortical circuits

Fronto-subcortical circuits or, perhaps more accurately, cortical-basal ganglia-
thalamocortical circuits, are well-defined.'®1! Three pathways are of relevance
in affective disorders and, with minor variations, these share the structure
illustrated in Figure 3.2. Connections from each of three prefrontal cortical
regions (dorsolateral, lateral orbital, anterior cingulate) project to progressively
more focused subcortical structures and finish with a reciprocal connection back
to the respective cortical area.
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FIGURE 3.1 Limbic system connections. ST = Stria terminalis. DBB = diagonal band
of Broca. Amg = amygdala.

It can be appreciated from these neural pathways that disordered function
at any point — from cortical processing problems to small, discrete lesions of
subcortical structures or of the fibre tracts that connect components — may have
similar effects on mood.

Evidence for altered brain structure in depression

The structural brain changes associated with depression (largely defined by
neuroimaging) are myriad, including reductions in frontal and temporal lobe
volumes, increased ventricular volumes, basal ganglia changes and increased
white matter hyperintensities on MRI. A number of reviews give a thorough
overview of this topic.2%'%>"7 Associations of generalised structural brain changes
(e.g. indices of brain atrophy, increased burden of white matter change) with
depression have been recognised for over 20 years,®*1°2"! some studies finding the
relationship to be specifically with late-onset illness.!**?1-2 Basal ganglia changes
are primarily of caudate volume reduction,?* possibly more so in late-onset than
in early-onset illness.?” Structural changes that relate particularly to age of illness
onset are enlarged ventricular volumes, hippocampal volume loss and white matter
hyperintensities.
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Increased ventricular size/brain atrophy
In late-life depression overall findings have been equivocal 292012920 byt in
late-onset illness evidence for ventricular enlargement is stronger?!203:206:210
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and associated with increased mortality.?> Some studies report increased third
ventricle volume, suggesting possible atrophy of adjacent structures — the thalamus
and hypothalamus. Increased ventricle:brain ratio is reported in depression
in general ! more so in the elderly?? and especially in late-onset illness,®1%8:213-214
although negative findings also exist.?**?">?'7 Evidence for brain volume reduction
per se is more mixed with studies both supporting!?>1*2!8 and arguing against?!*-2?2
its relationship with depression. Frontal lobe volume loss may be related to
depression, perhaps particularly in severe illness?” and later life.?*#??* Evidence for
overall temporal lobe atrophy in unipolar illness is weak,?® but medial temporal
lobe volumes may be reduced in late-onset illness and be related to cognitive
impairment.*”

Hippocampal volume

Within the medial temporal lobe, evidence for hippocampal volume loss in older
depressed subjects®’*?- is much stronger than that for amygdala volume
change. This contrasts with bipolar disorder (mixed evidence for increased
amygdala volume and little evidence for hippocampal change) and perhaps
indicates some divergence in aetiology. In samples ranging in age from younger
adults to the elderly an association has been shown of greater cumulative
exposure to depression correlating with hippocampal volume loss, supporting
the glucocorticoid cascade hypothesis.?” In samples of elderly subjects only,
however, there is evidence for greater hippocampal atrophy occurring in patients
with late-onset illness,??%* suggesting that in late life other biological factors may
modify, or have greater effects than, glucocorticoid dysregulation. Hippocampal
volume reduction should also be considered in the context of the epidemiological
link between Alzheimer’s disease, in which hippocampal atrophy is striking, and
depression: might some late-life depression represent a pre-cognitive presentation
of Alzheimer’s pathology, as already discussed?

MRI hyperintensities

These occur largely in the white matter (periventricular lesions (PVL) adjacent
to the ventricular walls and deep white matter lesions (DWML) remote from the
ventricles) and also in deep grey nuclei. Figure 3.3 illustrates their appearances.
They occur in many conditions and also in normal ageing, and are associated with
vascular risk factors,106114132.195.21225-248 \{7hjle there are some common features
to the neuropathology of PVL and DWML there are also distinctions between
them. PVL are characterised by discontinuity of the ventricular ependymal lining,
subependymal gliosis and myelin pallor, with increasing vascular pathology as
lesions extend deeper into the white matter; DWML tend to show vascular changes
and myelin pallor, fibre loss and gliosis being evident only in larger lesions.?6-24-2>
The association of hyperintensities with unipolar depression is equivocal in
younger adults?® but is well defined in the elderly, independently of vascular
risk factors,26114136241-283.234 Most studies examining age of onset describe more
hyperintensities in late-onset than early-onset illness.200:208211.236243.255-27 Depression
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FIGURE 3.3 Axial magnetic resonance images illustrating white matter
hyperintensities. Un-annotated images showing periventricular and deep white
matter lesions (panels A and B) with duplicate images (panels C and D) in which
lesions are outlined: black outlines = periventricular lesions, white outlines = deep
white matter lesions. Panels A and C: Proton density-weighted MRI scans. Panels
B and D: T2-weighted MRI scans.

is more closely associated with DWML and basal ganglia hyperintensities than
with PV 201:293.240242243.258259 and possibly particularly with lesions of the frontal
lobes.?412#28 PV tend to be increased in patients with impaired cognition as a
feature of depression and in those who later develop dementia.?” Interestingly,
subjects with dementia alone and dementia with comorbid depression have excess
PVL rather than DWML.2%2%! The direction of cause/effect between depression
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and DWML is difficult to prove, but the association with late- rather than early-
onset suggests they are more likely to be an aetiological factor in the development
of depression in older individuals than to result from depression that developed
earlier in life.

Functional brain imaging

Functional MRI, positron emission tomography and single photon emission
tomography have demonstrated a range of activity changes in different brain
regions in affective disorders, those most frequently implicated being the anterior
brain structures (both cortical and subcortical) consistent with structures and
connections of the affective circuits described above. There are, however, few
data that allow exploration of a direct relationship between structural and
functional findings and only a small proportion of studies consider elderly
subjects specifically. These studies often highlight regions of the brain implicated
in the genesis of depression, rather than informing on specific aetiologies in their
own right, but can inform on transmitter changes — the serotonin system being
particularly indicated.2¢>"!

Vascular depression hypothesis

In the late mid- to late-1990s the concept evolved of a sub-type of depression in
which vascular aetiology is particularly important — ‘vascular depression’,!107:272.273
This was defined clinically as late-onset, associated with vascular risk factors,
having cognitive (especially executive) impairments, more prominent vegetative
and less prominent psychological depressive symptoms and possibly treatment
resistance,’10114242274 along with a requirement for neuroimaging evidence of
vascular change, i.e. MRI hyperintensities.'®?”-?"" This is supported by evidence
in depressed subjects of increased general vascular pathology and vascular
neuropathology that is co-localised with CT and MRI changes”??"%2% and by
a series of studies examining markers of ischaemia-induced inflammation in
depression.?*?%1-82 A strong and bidirectional relationship between depression
and vascular disease has already been suggested in this chapter and is emphasised
in the review by Thomas ez al

Medication associated with depression

There is a received wisdom that certain medications may be depressogenic. The
evidence for this is variable in quality, often based on case report literature, and
includes relatively little information from well-controlled studies.?®

A number of reviews explore this area in more detail. These, among other
sources,?$2% form the basis for Table 3.1 which summarises medications
commonly prescribed in the elderly, and their reported associations with altered
mood states.
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TABLE 3.1 Commonly prescribed medications and effects on mood

Specific . .

Drug group medications Strength of relationship
Antihypertensives Reserpine Initial antihypertensive agent considered
related to depression.

B-blockers Possibly related to depression but
controlled studies less convincing than
earliest reports.

Calcium No clear relationship.

channel

Lipid lowering

Steroids

Oestrogen receptor

modulators

Hormone

Replacement Therapy

Analgesics

Ulcer healing drugs

Hypnotics/anxiolytics

Anticonvulsants

antagonists

Angiotensin
converting
enzyme (ACE])
inhibitors
Methyldopa
Clonidine

Statins

Glucocorticoids

Anabolic
steroids
generally

e.g. Tamoxifen,
raloxifene

In general

NSAIDs

H, receptor
antagonists

Benzodiazepines

Barbiturates

In general
(exceptions
and additional
information
below)

Equivocal. Some evidence suggesting
elevated mood.

No clear relationship.
No clear relationship.

Specific relationship of statins with mood
unclear. Possible relationship between
lower cholesterol and violent death
including suicide.

Associated with both elevated and
depressed mood; possible association with
psychosis.

Range of mood and behavioural effects:
rage, depression, mania, suicidality.

Evidence for effects on mood equivocal.

Any effect on mood generally positive:
Androgen + oestrogen > oestrogen >
progesterone * oestrogen.

Case reports - no controlled studies.

Positive case reports; negative findings in
specific (small) studies.

Confounded by close association of
depression and anxiety; expert opinion
suggests caution in elderly.

Epilepsy-related mood symptoms important
confounder. Limited data do not suggest
affective change as side-effect.
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Specific

Drug group medications

Strength of relationship

Vigabatrin and Vigabatrin possibly associated with
topiramate depression and psychosis; topiramate
possibly associated with lowered mood.

Valproate, Note use of these agents in affective
carbamazepine, disorders and specifically beneficial effect
oxcarbazepine, of lamotrigine in bipolar depression.
lamotrigine

Sources: references 283-290.

A logical general conclusion is that, despite lacking or contradictory controlled
trial evidence, any temporal association between mood change and altered
pharmacotherapy needs to be considered in the round with regard to whether
it is causative in that particular patient. Klotyar et a/?® comment that small
numbers of relevant reactions may be too infrequent to be detected by most
trials, but may be of importance to specific individuals. Reported links between
antihypertensive medications and depression must be viewed in the context of
the close relationship between depression and vascular disease: might it be that
vascular pathology brings together the depression and concurrent antihypertensive
treatment, rather than the medication causing depression in all instances? In the
elderly these considerations are of particular relevance in view of the increased
likelihood of treatment for other age-related conditions and an associated risk of
polypharmacy.

Personality and psychosocial factors

Personality

Dysfunctional personality factors (particularly dependent, passive-aggressive and,
to a lesser extent, obsessive-compulsive and avoidant traits) have been described
as more common in early-onset than late-onset depression.”® Other work did not
find a comparable distinction,?*! but identified lower extraversion scores in both
early- and late-onset patients compared to controls.

Psychosocial factors

Whilst some aetiological factors would be expected in any age group (being sin-
gle, stressful life events, substance misuse, family psychiatric history, poor social
networks) others may be more common in elderly populations (widowhood,
organic disorders associated with depression, worsening general health, loss of
productive roles). Social isolation, lack of social networks and loss of roles have
long been recognised as factors important in late-life depression,?? with evi-
dence that socially less-well-engaged individuals are more likely to be depressed
(reviewed in Blazer**). Evidence that religious belief may afford some protection
against developing depression in later life*”” might also indicate an effect of better
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support networks and strategies for coping with adverse events associated with
old age.

Data regarding life events are not yet extensive. Depression overall in the
elderly can be associated with cumulative life events, particularly negative ones
and those related to the subject’s own health or the death or health of persons
close to them. Major events appear to have greatest impact in the initiation of
illness, lesser events more commonly acting as maintaining factors or triggers for
recurrent episodes.?’*2”

With regard to age of onset, findings differ between samples: People aged over
60 and not depressed in 1984 were re-interviewed 5-10 years later.”® Depression
(by definition late-onset) was associated with loss of a parent of the opposite
gender prior to age 20, less religious involvement, reduced social networks, marital
difficulties, feeling unappreciated, separation from someone close, and (in men) a
move to institutional care. In another community sample,*” late-onset illness was
associated with increased age, widowhood and impaired cognition whereas early-
onset illness showed greater association with double depression and comorbid
anxiety. Early- and late-onset groups did not differ with respect to family history
or experience of general early or late-life events. By contrast, in a secondary
care sample?! increased life events were related to early-onset illness, suggesting
possible greater influence of psychological factors in this group than in those with
late-onset depression. Early-onset depression is more likely to be associated with
marital discord’ and there is evidence for an association of late-life illness with
disability in some?**?”” but not all studies.?”” Late-onset major depression and late-
onset dysthymic disorder may be aetiologically closer to one another than are late-
onset and early-onset dysthymic disorder, further suggesting a distinction between
late- and early-onset problems.*® Grace and O’Brien®"! found bereavement to
be more common in early-onset depression than in controls and more common
in controls than in those with late-onset illness. Lack of a confidant(e) was more
common in early-onset illness than in controls or late-onset patients.

Overall, an interaction of negative events with personality types and cognitive
styles is accepted as increasing vulnerability to depression and strongly predicts
depressive episodes in elderly patients in response to stressful life events, often loss
events (of support, family, physical health and social networks).**!

Conclusions

Structural and functional brain change has been implicated in the genesis of late-
life affective illness both by direct investigation and by implication from observed
associations of affective disorder with organic conditions. Also, there are contrasts
between the aetiology of early- and late-onset disorders with regard to both
biological and psychosocial factors. A helpful view is that of Baldwin*' suggesting
that depression in the elderly is a condition that is modified by factors that are
not present in younger individuals, rather than being an illness subtype in its
own right. Within this, however, need to be accommodated evolving concepts
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such as that of vascular depression which is likely to be of particular relevance
in old age. It is important to recognise the effect of other illnesses and related
therapeutic interventions (particularly drugs) on mood in the elderly. Contrasts
defined by age of onset indicate that patients with late-onset affective disorder
are more likely to have illness precipitated by acquired organic factors than are
age-matched early-onset patients. For the early-onset group psychosocial factors
appear to play a larger part with the more important biological effect being
genetic, as demonstrated by the greater influence of family history on susceptibility
to depression.

Biological factors that appear to be of importance in depression in the elderly
may at first seem disparate — cortisol hyper-secretion, hippocampal atrophy,
white matter changes, vascular disease — but, as indicated above, there are
important interactions between these such that none can be considered mutually
exclusive. In addition, there are important neural circuits and connections that
offer explanation of the common effect of anatomical or functional changes at
many different sites. Exploration within a bio-psychosocial framework in all cases
is essential to comprehensively understand the relevant aetiological factors in
late-life affective disorder.

KEY POINTS

» Late-life affective disorders must be fully assessed from biological,
psychological and social viewpoints to understand their aetiology.

» Aetiological factors interact and modify one another.

» Information regarding the aetiology of bipolar disorder specifically in late life
is limited.

» The nature of and balance between biological and psychosocial aetiological
factors contrasts between early- and late-onset depressive disorders.
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CHAPTER 4

Pharmacological management
of depression in older people

STEPHEN CURRAN, ANDREW BYRNE AND JOHN P WATTIS

Introduction

Late-life depression is similar to depression at other times of life. However, ageing
and other factors may alter the presentation in older people. In particular older
people are less likely to complain of sadness compared with younger patients;
they are more likely to complain of physical symptoms, memory complaints and
anxiety symptoms.! In addition, depression in patients with dementia may lead
to behavioural disturbance.? Consequently, diagnosis can be more difficult and
therefore missed and patients may go untreated. Some of the issues to do with
diagnosis are discussed in Chapter 2.

Depression also has a significant impact on individual patients, their families
and society more generally. In particular, depression is one of the leading causes
of disability; it leads to a greater risk of hospitalisation as well as inappropriate
bed use and prolonged hospitalisation; it is the single most important predictor of
suicide. It also reduces compliance with medical treatments, reduces the patient’s
quality of life and is an independent predictor of mortality.!

Prevalence

Depression is two to three times more prevalent than dementia and is the most
common mental health problem among older adults. In a recent community-based
study of people aged 65 years and over the prevalence of depression was 8.7%
with a higher prevalence in women (10.4%) and was associated with functional
disability, comorbid physical illness and social deprivation.’ Rates of depression
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in nursing and residential homes and acute medical wards can rise to 45%. Since
depressive disorder, disability and dependency are all highly correlated it is
important to consider the diagnosis of depression in these settings.’

Aetiology

A number of factors can increase the risk of depression occurring, precipitate
depression or make the depression more difficult to treat and these issues have
been discussed in Chapter 3. However, a brief discussion here emphasises the
importance of understanding the aetiology of depression as this can have important
implications for treatment and prognosis. Genetic susceptibility is less important
in depression when onset is in later life and fenzales are more susceptible to
depression. A previous history of depression is an important predisposing factor and
widows, widowers and divorcees are more susceptible. Neurotransmitter changes
are also well recognised in older people including reductions in noradrenaline
and serotonin.’ There are a number of other brain changes including cerebral
atrophy but it is not entirely clear if this is related to depression. Deep white
matter lesions and subcortical grey matter lesions seem to be commoner in late-
onset depression. Epidemiological studies have also highlighted an association
between hypertension and depression as well as other vascular risk factors including
smoking, excessive alcohol consumption and hypotension. Personality factors are
important predisposing factors, particularly avoidant and dependent personality
types. There is a strong association between disability (functional limitation) due
to medical conditions and depression and especially with pain.® Being a carer
of someone who is chronically ill is another important risk factor. Precipitating
factors include /ife events such as bereavement, separation, acute physical illness,
moving into residential care and chronic stress. A number of drugs can also cause
or aggravate depression including beta-blockers, methyldopa, reserpine, clonidine,
calcium channel blockers, digoxin, codeine, opioids, indomethacin, steroids,
L-Dopa, amantadine, tetrabenazine, antipsychotics and benzodiazepines. Some
factors can be protective including good mzedical care including general health,
nutrition and physical fitness, good coping behaviours, e.g. adaptive personality,
capacity for confiding relationships and good social support including religious/
spiritual beliefs.

Association with physical illness

The association between depression and physical illness is complex and is dis-
cussed more fully in Chapters 1, 8 and 9. Depression may worsen or cause a
physical illness, and a physical illness and certain drugs can cause or exacerbate
depression. Pain in particular is an important element. The perception of
pain can be improved by improvement of the depression and antidepressants
can also directly improve pain symptoms. Depression is an independent risk
factor for a number of medical conditions including stroke’” and heart failure.®
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Depressive symptoms also add to the disability from physical illness and are
associated with physical decline.” A number of medical conditions increase
the risk of depression including hypo/hyperthyroidism, Cushing’s disease,
hypercalcaemia, pernicious anaemia, cerebrovascular disease, Parkinson’s disease,
Alzheimer’s disease, SLE, HIV-AIDS, cancer particularly of the lung and pancreas
and chronic infections such as brucellosis. In addition, hyponatraemia has
been associated with all types of antidepressants but especially with selective
serotonin reuptake inhibitors (SSRIs). It typically causes drowsiness and
confusion and convulsions when more severe but responds well to stopping the
antidepressant.

Mechanism of action

For nearly 40 years, the principal theory to explain the biological basis of depression
has been the monoamine hypothesis. This theory proposes that depression is due
to a deficiency in one or more of three monoamines, namely noradrenaline,
serotonin and dopamine in the synaptic clefts of the appropriate neurones. For
example, tricyclic antidepressants (TCAs) block the neurotransmitter reuptake
pump, causing neurotransmitters to accumulate in the synaptic cleft thus returning
the neuron to a ‘normal state’. However, despite the fact that neurotransmitter
levels return to normal fairly quickly the clinical effect is delayed as is the down-
regulation of receptor sensitivity. A related theory is the monoamine receptor
hypothesis. The consequence of neurotransmitter depletion is that postsynaptic
receptors become up-regulated (increased in number) and the degree of up-
regulation correlates with the degree of depression. In addition, down-regulation
correlates with the onset of antidepressant action.'

Classes of antidepressants

Tricyclic antidepressants (TCAs)

All these compounds are inhibitors of noradrenaline uptake with a variable
potency of inhibiting serotonin uptake as well. They include amitriptyline,
imipramine, dothiepin, doxepin, nortriptyline and lofepramine. Tricyclics can be
subdivided into secondary (e.g. nortriptyline) and tertiary amines (e.g. imipramine
and amitriptyline). Secondary amines are predominantly noradrenaline reuptake
inhibitors.

These drugs are generally well absorbed orally. They are lipophilic and widely
distributed in the body. They are metabolised in the liver and some of the me-
tabolites are active antidepressants. The major route of elimination is renal
excretion. The lower rates of both hepatic metabolism and decreased renal
clearance in this age group may reduce the dosage needed to achieve a given
blood level. Some clinicians have recommended plasma level monitoring for
TCAs in older patients but this is seldom done in clinical practice. Lofepramine
has minimal anticholinergic properties and cardiac toxicity in older patients by
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comparison with older TCAs but in the authors’ experience it can occasionally
cause jaundice.

Drugs with a tertiary amine structure tend to produce more antagonism of o,
adrenergic receptors with subsequent hypotension, blockage of histamine
(causing sedation) and cholinergic receptors (causing dry mouth, blurred vision,
urinary retention, dizziness, tachycardia, memory impairment and at high and
toxic doses, delirium). The tendency to produce orthostatic hypotension is a
serious side-effect in older patients leading to an increased risk of falls and limb
fracture.

Clinical studies

In a systematic review of 186 randomised controlled trials (RCTs) mainly involving
younger people, amitriptyline was found to be less well tolerated than other drugs
(mainly SSRIs) but slightly more patients recovered compared with alternative
antidepressants.!! There have also been a small number of double-blind, placebo-
controlled trials of antidepressants in older people and most of these are of
TCAs."> There is also some evidence that TCAs may be more effective than SSRIs
in treating severe depression in older people.'*

Patients commenced on TCAs often receive subtherapeutic doses for inadequate
periods of time compared with SSRIs."” However, a recent Cochrane review found
that treatment of depression with low dose tricyclics is justified.’® In addition, a
further Cochrane review of amitryptyline for older people found that it was at
least as effective as other TCAs (in therapeutic doses) and newer compounds,
especially SSRIs, but patients taking amitriptyline experienced a higher prevalence
of side-effects.”

Selective serotonin reuptake inhibitors (SSRIs)

SSRIs have a selective effect on serotonin reuptake, making them less likely to
cause the side-effects encountered with TCAs. They include fluvoxamine,
fluoxetine, paroxetine, sertraline, citalopram and escitalopram. Escitalopram is
the therapeutically active S-enantiomer of RS-citalopram.

These drugs are rapidly absorbed from the gut and broken down into several
metabolites (often with antidepressant activity) each with different half-lives. All
SSRIs are extensively protein-bound. The plasma half-lives of fluvoxamine and
fluoxetine are relatively unaffected by age while steady-state plasma concentrations
of paroxetine, sertraline and citalopram are higher in the elderly and elimination
half-life is longer than for the same dose in adult patients.'® Paroxetine has
also some affinity for muscarinic receptors, making it the most sedative SSRI.
Administration of all SSRIs can augment TCA activity, as well as other drugs
metabolised by the hepatic cytochrome P450 system. These interactions tend to
be dose dependent.

All SSRIs are effective and well tolerated in older depressed patients.'® They
are relatively free of anticholinergic effects and cardiotoxicity, and cause less
postural hypotension than TCAs. Their main side-effects include headache,
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nausea, diarrhoea, insomnia, dizziness and sexual dysfunction. Most SSRIs
(not citalopram, escitalopam and sertraline) cause clinically relevant drug—drug
interactions through their inhibitory effects on the cytochrome P450 system.
Paroxetine, fluoxetine and fluvoxamine have inhibitory effects on cytochrome
P450 isoenzymes that can lead to increased plasma levels of antipsychotics and
TCAs." The half-lives of sertraline, citalopram and paroxetine are prolonged in
the older patients'® and lower starting doses of paroxetine (10mg/day) and perhaps
citalopram may be needed. Elimination of citalopram, fluoxetine, sertraline and
fluvoxamine are decreased in hepatic impairment and paroxetine elimination is
reduced in renal impairment.

Clinical studies

Wilson ez al."® found that in older people with depression the number needed to
treat for a therapeutic response for a TCA was 4 whereas for SSRIs the number
was 7. However, only two trials met criteria for the analysis and both of these
involved fluoxetine.

One study involving 369 patients (many of whom were over 65 with a mean
age of 57.1 years) showed sertraline was well tolerated in patients with major
depression and acute MI or unstable angina.?’ Sertraline was also effective and
well tolerated in patients with comorbid medical illness in a randomised controlled
trial (RCT) (with placebo) involving 752 older patients.?!

In a more recent long-term study looking at depression in older people, 254
patients were treated with sertraline and entered the treatment (eight weeks)
and continuation phases (1620 weeks) of the study. 113 patients entered the
maintenance phase (100 weeks) and were randomised into a double-blind, placebo-
controlled continuation/maintenance phase of approximately two years’ duration.
No significant difference between the sertraline and placebo groups was found in
the proportion of recurrences. The authors concluded that sertraline at therapeutic
dosage does not provide significant protection against recurrence. However, very
small numbers finished the trial.??

In a recent RCT involving 319 older patients with major depression, paroxetine
controlled-release (CR) was compared with paroxetine immediate-release (IR) and
placebo over 12 weeks. Both active treatments were more effective than placebo
and responders were 72% (CR), 65% (IR) and 52% for patients on placebo and
these were significantly different.?’

Citalopram is well tolerated in older patients and in a review of 1344 patients
from RCTs treated for a minimum of six weeks, bradycardia was significantly more
likely in older people (2.4% versus 0.2%) whereas gastrointestinal side-effects,
sweating and headache were less prevalent in older patients.?* A recent eight-week
RCT study comparing fluoxetine, escitalopram and placebo in 517 patients found
that escitalopram was well tolerated in older people with depression and was as
effective as fluoxetine.”

The Committee on Safety of Medicines, UK, in 2004 issued general guidance
on the use of SSRIs. The report examined SSRIs in both children and adults and
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focused particularly on suicidal behaviour and withdrawal reactions. In relation
to adults the report concluded that:

From the available clinical trial data, both published and unpublished, a modest increase
in the risk of suicidal thoughts and self-harm for SSRIs compared with placebo cannot
be ruled out. There is insufficient evidence from clinical trial data to conclude that there
is any marked difference between members of the class of SSRIs or between SSRIs and
other antidepressants with respect to their influence on suicidal behaviour.

In relation to withdrawal reactions the CSM concluded that all SSRIs may be
associated with withdrawal reactions on stopping or reducing treatment but

paroxetine seems to be associated with a greater frequency of withdrawal reactions
than other SSRIs.?

Serotonin and noradrenaline reuptake inhibitors (SNRIs)

Venlafaxine selectively inhibits the uptake of serotonin and noradrenaline and in
comparison with TCAs shows no affinity for other neuroreceptors.”’” No dos-
age adjustments are recommended for older people. Compared with SSRIs,
venlafaxine affects the cytochrome P450 enzyme system relatively little. The
most common side-effects include nausea, headache, dry mouth, dizziness,
constipation and hypertension, although postural hypotension can be a problem
in older people and should be monitored. To minimise risk of discontinuation
symptoms, the dose of venlafaxine should be gradually tapered over a few weeks
period. SSRIs and venlafaxine are also associated with hyponatraemia in older
patients.?®

Clinical studies

Venlafaxine is well tolerated and shows similar efficacy to TCAs. There is evi-
dence that the efficacy of venlafaxine is dose related and that at higher doses
(>150 mg daily) venlafaxine is more effective than SSRIs in younger patients with
major depression.?” There have been a number of RCTs of venlafaxine in older
people.

In an RCT comparing dothiepin and venlafaxine in 92 older patients with major
depression, response to therapy in the venlafaxine group was 60% compared with
53 % in the dothiepin group but these were not significantly different. Side-effects
were very similar in the two groups and not significantly different.’® Another
RCT that compared venlafaxine, clomipramine and trazodone (n=170) over
six weeks found significantly more patients treated with venlafaxine (74%) and
clomipramine (69%) improved compared with trazodone (57 %) and venlafaxine
was better tolerated compared with clomipramine and trazodone*!

In a 10-week randomised-controlled, double-blind trial of venlafaxine (up
to 150 mg/day) versus sertraline (up to 100 mg/day) in 52 older nursing home
patients with major depression, venlafaxine was less well tolerated but there were
no significant differences in response to treatment.*?
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However, in a systematic review of eight RCTs, remission rates were significant-
ly higher with venlafaxine compared with an SSRI in a series of studies involving
over 2000 patients, but the mean age in all groups was approximately 40 years.”
In addition, in a recent RCT involving eight older patients, venlafaxine 37.5 mg
bd (unlike dothiepin 25-50 mg daily) had no significant effects on cognition or
psychomotor performance compared with dothiepin.**

In 2004 the Committee on Safety of Medicines® issued advice in relation to
venlafaxine. It recommended that venlafaxine should only be initiated by specialist
mental health practitioners or GPs with a special interest in mental health and
there should be appropriate supervision of patients. It further recommended
that venlafaxine should not be initiated in patients with heart disease, e.g. cardiac
failure, coronary artery disease, patients with ECG abnormalities including
QT prolongation, in patients with electrolyte disturbances and in patients with
hypertension. Patients currently taking and tolerating venlafaxine and getting
clinical benefit should continue to the end of the course. However, in June 2006
the CSM issued new guidance following a review. The new guidance notes that
the restriction on who can initiate venlafaxine and the requirement for specialist
supervision or shared care arrangements have been removed for doses below 300
mg daily (or venlafaxine XL 225 mg daily). However, in relation to patients with
heart disease the recommendation has been amended to ‘venlafaxine should not
be used in patients with an identified very high risk of a serious cardiac ventricular
arrythmia’ or in patients with ‘uncontrolled hypertension’. The requirement for a
baseline ECG has been removed.

More recently, a 24-week open-label study involving 97 elderly (>80 years)
depressed patients found remission rates of 57.1%. Venlafaxine (75-225 mg/day)
was well tolerated with 7.2% of patients experiencing adverse events, although
none was classified as serious.*

There is also good evidence that duloxetine is well tolerated and effective in
older people with depression. Duloxetine is also a dual uptake inhibitor of both
serotonin and noradrenaline with comparable affinities for both systems. A
number of studies in younger patients have shown it to be effective with good
safety and tolerability.’” A number of open-label and RCTs have also shown it to
be effective and well tolerated in older people with depression.’®*** The active
treatment phase of the Raskin study’® lasted eight weeks and included 311 de-
pressed patients with comorbid pain. As well as significant improvements in re-
sponse and remission rates compared with placebo significant improvements in
pain scores were also observed.

Monoamine oxidase inhibitors (MAOIs)

Traditional MAOIs include phenelzine, isoniazid and tranylcypromine. These
bind non-selectively, either irreversibly or almost so, to both Type A and Type
B monoamine oxidase enzymes to prevent the destruction of endogenous
catecholamines (noradrenaline and dopamine) and the sympathomimetic amine
tyramine. Because they lack selectivity, traditional MAOIs can lead to serious
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side-effects when foods rich in tyramine or other amines are eaten. In addition,
these drugs have significant interactions with other drugs that seriously limit
their use compared with other antidepressants. However, they may have a place
in the treatment of resistant depression,*! but they are seldom used as first line
drugs. There is no good quality data specifically in relation to depression in older
people.

Reversible inhibitors of monoamine oxidase (RIMA)

These drugs preferentially inhibit monoamine oxidase A but the inhibition is
reversible. Moclobemide is effective and well tolerated and may be a useful
alternative for depressed patients with prominent anxiety symptoms.*? In ad-
dition, it may enhance cognition in dementia with depressive symptoms.* It
lacks anticholinergic and cardiotoxic side-effects but it can cause insomnia and
nausea. Drug interactions can occur with sympathomimetics and opiates but
unlike traditional MAOIs it requires little or no dietary restrictions. Bonnet*
has recommended combining moclobemide with another antidepressant, e.g.
clomipramine or an SSRI for treatment-resistant depression. However, these
combinations are not without risks.

Noradrenaline and serotonin synaptic antagonists (NaSSAs)

Mianserin and mirtazapine are both potent antagonists at o,-autoreceptors. This
leads to an increase in noradrenaline release. These drugs have low affinity for
muscarinic, cholinergic and dopamine receptors, resulting in reduced side-effects.
Mianserin has fallen out of favour over the past 10 years or so because of the
small risk of agranulocytosis necessitating blood monitoring. There is very little
published data in older people with depression. Mirtazapine has effects on both
the noradrenergic and serotonergic systems. It enhances central noradrenergic and
5HT-receptor mediated serotonergic neurotransmission. It is also an antagonist at
o, presynaptic autoreceptors and also blocks SHT, and 5HT| receptors, resulting
in increased noradrenergic release. Changes in pharmacokinetics with age are
considered minor.” The main side-effects of mirtazapine include sedation and
weight gain and less commonly mania, convulsions, paraesthesia and reversible
agranulocytocis.

Clinical studies
Mirtazapine (maximum 35 mg) has been compared with trazodone (maximum
280 mg) in a placebo-controlled, double-blind trial over six weeks involving 150
older patients with major depression. Significant improvements in depression were
observed with both active compounds from week two compared with placebo.
However, compared with placebo, both drugs had significantly higher levels of
somnolence and dry mouth and trazodone also had higher levels of dizziness, and
blurred vision.*

A similar study compared mirtazapine with amitriptyline (30-90 mg) in 115
older depressed patients in a double-blind, multi-centre study. Similar clinical
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benefit was observed with both drugs but the Clinical Global Impression (CGI)
was statistically better in the amitriptyline group. Side-effects were noted to be
similar in both groups.*’

In a recent RCT, mirtazapine was compared with paroxetine over eight weeks
in 255 older patients with major depression. Mirtazapine had a significantly earlier
onset of action and was better tolerated.*

Noradrenaline reuptake inhibitors (NARIs)

There is limited evidence that reboxetine has benefit in older people with depres-
sion and causes less hypotension and fewer serious side-effects than TCAs.*
However, renal clearance is reduced in older patients.”® The pharmacokinetics of
reboxetine are linear following both single and multiple oral doses and the plasma
half-life is approximately 12 hours. Metabolism is mainly via the liver with only
10% cleared by the kidneys but plasma concentrations are increased in older
patients.

In a prospective, uncontrolled, multicentre study of reboxetine involving 160
older patients with major depression over 52 weeks, 104 patients completed the
study. The proportion who were rated as either ‘much’ or ‘very much improved’
were 15.1% at two weeks and 88% at six weeks with 95.2% at 52 weeks. The
drug was well tolerated although nausea (11.9%) and headache (10%) were
relatively common.’! However, because of these side-effects some authors have
recommended that older patients should be started on 4 mg/day in two divided
doses™ but use of reboxetine is not recommended in older people in the UK.
Controlled trials in older people are still needed.

Herbal remedies

Extracts of the plant Hypericum perforatum — usually referred to as St John’s wort
— have been used for a long time as an unlicensed herbal remedy for depression.
However, a recent systematic review concluded that extracts of Hypericum are
not more effective than placebo for treating mild to moderately severe depressive
disorder.”> However, it can induce a number of drug-metabolising enzymes,
lowering the plasma concentration of a number of drugs including coumarins,
amitriptyline, carbamazepine, phenytoin, aripiprazole, digoxin and a number
of other drugs. When St John’s wort is stopped concentrations of these drugs
can increase to toxic levels. It also increases the serotonergic effect of SSRIs and
duloxetine. The amount of active ingredient also varies in different preparations.

Practical prescribing

Although depression can be successfully treated it is frequently missed and
treated with suboptimal doses of antidepressants for inadequate periods of time.
A recent study showed that in 193 older people with clinical depression referred
to secondary services only one third were adequately treated and one third had
been untreated.” The treatment of depression in older people invariably needs an
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integrated approach with pharmacological, social and psychological approaches
working together. Patient education is also important as well as treatment for
physical illness, good diet and fluid intake, appropriate levels of exercise and
close working with family members. Underlying all this is good multi-professional
team working. It is also important to undertake an appropriate risk assessment
with a specific focus on antidepressant treatment including the risk of accidental
and deliberate overdose, the risk of exacerbating any underlying physical illness,
the likely effect on the patient’s ability to drive or operate other potentially
dangerous machinery such as lawnmowers, the risk of falls and compliance.

The optimal treatment of depression in later life is crucial and requires appre-
ciation of a number of factors such as comorbidity, polypharmacy, altered drug
kinetics, variable treatment response and increased predisposition to side-effects.
Older people need to be thoroughly assessed’ before commencing antidepressants
due to the increased incidence of physical illnesses, changes in pharmacokinetics
and increased sensitivity to side-effects. It is also an important opportunity to
develop a good rapport with patients to improve understanding of and compliance
with medication.

Despite the NICE (2004) recommendation that SSRIs should be used as a ‘first
line” antidepressant, individual prescribing needs to take into account a number
of factors including efficacy, safety, tolerability, real-world efficacy and economic
value” as well as previous response to treatment and patient preferences. Regular
review is also important to monitor compliance, response, side-effects and physi-

cal health.

General aspects of management

NICE guidance on management is quite specific and detailed (see Box 4.1).
According to NICE ‘watchful waiting’ and ‘guided self help’ are the best strategies
for mild depression. For moderate or severe depression, medication, psychological
interventions and social support are appropriate. These can, in the first instance,
be delivered in primary care. Where depression is treatment resistant, atypical,
recurrent or psychotic or where there is ‘significant risk’ specialist mental health
teams should be involved using medication, complex psychological interventions
and/or combined treatments. (In the experience of the authors this includes
many older people with moderate and all with severe depression.) Finally, where
there is risk to life or severe self-neglect crisis intervention and inpatient care with
medication, combined treatments and ECT may be needed.

It is essential that high quality psychological interventions are made available
to older people.”® There is a need for research into the availability of these
interventions but a description of them is beyond the scope of this review. A
comprehensive account of cognitive behavioural therapy (CBT) with older adults
can be found in Laidlaw ef al.”’
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BOX 4.1 Key points from NICE guidance on the management of depression (modified)®

® Screening is justified in high risk subgroups; for example, those with
chronic disability or in hospital or residential care.

® Guided self-help (where the patient wants it) or ‘watchful waiting” with a
further assessment within two weeks is the correct intervention for mild
depression. Antidepressants are not recommended for this group.

® Short-term psychological treatment specifically focused on depression is
recommended for mild to moderate depression.

® SSRI antidepressants are the first-choice drugs for uncomplicated
moderate depression but other drugs also make a major contribution
particularly in more severe or resistant depression.

® Patients should be fully informed about medication, including
discontinuation symptoms.

® In severe depression the combination of cognitive behavioural therapy
(CBT) with medication should be considered as it is more effective than
either treatment alone.

® Inrecurrent depression continuation of antidepressants for at least two
years and CBT both have a role.

In April 2007 NICE issued amended guidance® for the management of depression
with a view to publishing a full update in late 2007. The key points include those
in Box 4.2

BOX 4.2 Key points from NICE guidance (2007) on the management of depression (modified)®

® Screening: Screening should be undertaken in primary care and general
hospital settings for depression in high-risk groups.

® Watchful waiting: Patients with mild depression who do not want an
intervention should be further assessed after two weeks.

® Antidepressants: Not recommended for the initial treatment of mild
depression.

® Guided self-help: Patients with mild depression should be offered a guided
self-help programme based on CBT.

® Psychological treatment: Psychological treatment should be considered
for patients with mild-moderate depression.
SSRI: This should be the initial drug treatment of choice.

® Maintenance: Patients who have had two or more episodes in the recent
past and who have experienced significant functional impairment should
continue their antidepressant for two years.

® Treatment-resistant depression: Combination with CBT should be considered.
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Choosing an antidepressant for older people

Which antidepressant should be used? In a review of 18 meta-analyses of differ-
ent antidepressants mainly involving younger patients, the main finding was a
lack of major difference in efficacy between the newer and older antidepressants.
Venlafaxine was found to be superior to SSRIs and SSRIs better tolerated.
Interestingly, in older patients dothiepin was found to be better tolerated than
SSRIs.” In addition, in a recent Cochrane review® TCAs, SSRIs and MAOIs
were reported to be effective in the treatment of older community patients
and inpatients with severe physical illness. At least six weeks of antidepressant
treatment was recommended to achieve optimal therapeutic effect. Data from
some of the newer drugs such as duloxetine also appear very promising. However,
in 2001 a consensus panel looking at the management of depression in older
people recommended using either an SSRI or venlafaxine as a first line treatment®!
and NICE*** also recommended starting with an SSRI.

Antidepressants do not help everyone with depression. Although much has
been written about how to identify responders this is still difficult in clinical
practice and ‘trial and error’ is still largely the norm. This may become possible in
the future with advances in pharmacogenetics. It remains largely a case of
balancing information such as efficacy in older people, tolerability and side-effects,
the propensity of the drug to worsen an underlying physical illness, the potential
to cause drug interactions, availability of different preparations such as liquids and
tablets, patient preferences, drug costs as well as published guidance and clinical
experience.

TABLE 4.1 Antidepressants, available preparations and indications

Available

Drug Indications Comments
types
Amitriptyline Tablets Depressive illness Initially 30-75 mg daily
increasing to 150-200
mg daily.
Clomipramine Capsules Depressive illness Initially 10 mg gradually
Tablets Phobias increasing to 30-75 mg
Slow release 0CD daily.
Dosulepin Capsules Depressive illness Initially 50-75 mg daily
increasing gradually to
150 mg daily.
Imipramine Tablets Depressive illness Initially 10 mg
increasing gradually to
30-50 mg daily.
Lofepramine Tablets Depressive illness 70-210 mg daily.
Nortriptyline Tablets Depressive illness 30-50 mg daily.

(Continued)]
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Available .
Drug Indications Comments
types
Mianserin Tablets Depressive illness Initially 30 mg daily
increased to maximum
of 90 mg daily. Check
FBC every four weeks
during first three
months of treatment.
Trazodone Capsules Depressive illness Initially 100 mg daily
Tablets increasing to 300 mg.
Phenelzine Tablets Depressive illness Initially 15 mg tds
increasing to qds after
two weeks if necessary.
Usual maintenance dose
15 mg on alternate days.
Isocarboxazid Tablets Depressive illness 5-10 mg daily.
Tranylcypromine Tablets Depressive illness 10 mg bd increasing
to 30 mg daily.
Maintenance dose 10
mg daily.
Moclobemide Tablets Depressive illness Initially 300 mg daily
Social phobia increasing to maximum
of 600 mg daily.
Citalopram Tablets Depressive illness 20-40 mg daily.
Drops Panic disorder
Escitalopram Tablets Depressive illness Initially 5 mg increasing
Drops Panic disorder to 10-20 mg daily.
Social phobia
GAD
Fluoxetine Capsules Depressive illness 20-40 mg daily.
Liquid Bulimia nervosa
0oCcD
Paroxetine Tablets Depressive illness 20-40 mg daily.
Liquid 0oCcD
Panic disorder
Social phobia
PTSD
GAD
Sertraline Tablets Depressive illness Initially 50 mg

0oCD
PTSD

increasing to 200 mg.
Usual maintenance dose
50 mg.

(Continued)]
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Available

Drug Indications Comments
types
Flupenthixol Tablets Depressive illness Initially 500 pg daily
Psychoses increasing to 2 mg in
divided doses.
Venlafaxine Tablets Depressive illness Initially 75 mg daily -
Modified GAD maximum 375 mg daily.
Release (MR) MR - maximum 225 mg
daily.
Duloxetine Capsules Depressive illness 60 mg daily.
Mirtazapine Tablets Depressive illness Initially 15 mg daily
Orodispersible increasing to 45 mg
daily.

PTSD - Post Traumatic Stress Disorder; GAD - Generalised Anxiety Disorder; OCD - Obsessive
Compulsive Disorder

Acute treatment

Approximately 70% of patients will respond to an antidepressant® but this can
be lower in older people with rates of 40-60% being more typical.” However,
only approximately 50% of patients with major depression achieve remission with
their first antidepressant.** Several studies have shown that the onset of therapeutic
action may take longer in older people and that optimum benefit can take 8-12
weeks after commencing treatment.” The general notion of a delayed onset of
action for antidepressants has recently been challenged in younger patients®® but
the general consensus remains unchanged, i.e. that antidepressants take several
weeks before they start working. When initial treatment with a tricyclic has been
ineffective a second antidepressant may take five to six weeks to have an effect.”
‘Start low; go slow’ is a useful guide when prescribing in older people but with
the aim of reaching therapeutic dosages. This is less of a problem with newer
drugs as patients can be put straight onto a therapeutic dose. Older patients are
at high risk of recurrence following a depressive episode, with up to a 70% risk of
recurrence within two years of remission.®® Therefore, after a successful response,
continuation of antidepressant medication may be needed for at least two years.

Continuation treatment

How long should an antidepressant be continued for? Antidepresssant drug treat-
ment should be continued for at least 12 months after remission in the elderly.®7°
If antidepressant treatment is stopped within 6-12 months and substituted with
placebo, approximately 50% of patients will relapse. In addition, if treatment
is continued for 12 months, 90% will continue to respond. The risk is greater
if the patient has had a number of previous episodes, e.g. one (<50%), two
(50-90%) and three episodes (>90%).> Continuation of drug therapy reduces
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the risk of relapse after remission. However, patients with recurrent depression
should be treated for two years (or more). For patients with delusional depression
on antipsychotic medication, it is recommended that this be continued for six
months before being tailed off.

Maintenance treatment

When should maintenance therapy be used? This would usually be if there have
been two or more previous episodes for younger patients but one or more previ-
ous episodes for older patients.®? The dose of antidepressant should be with the
same dose as used to treat the acute episode.”” Older patients taking dothiepin
over a two-year period are 2.5 times less likely to relapse compared with those
taking placebo.®” Reynolds ef al7' found that maintenance therapy with either
nortriptyline or paroxetine was effective in 80-90% of older patients over an
18-month period.

In older patients, citalopram prevented recurrence over a period of one to two
years, suggesting that protection is not confined to TCAs.”? However, Wilson et al."®
did not find any benefit from sertraline in prophylaxis. Possibly the dose used was
too small. This study cautions against assuming all antidepressants are equally
effective in prevention. The case for long-term antidepressant treatment needs to
be balanced against adverse effects, which in the case of older antidepressants can
include troublesome weight gain and cardiovascular disturbance.

Lithium salts are also widely used for the prophylaxis of recurrent depression
despite limited evidence in older patients. A small prospective study by Abou-Saleh
and Coppen” found that an older subgroup benefited from lithium prophylaxis.
However, clearance of lithium is reduced in older patients, so half the standard
adult dosage may be required and maintenance levels of 0.5 mmol/L have been
suggested. Lithium should be used cautiously with SSRIs because of the risk of
serotoninergic neurotoxicity.

Compliance

This is a much neglected area in older people with depression. With the exception
of lithium and nortriptyline this can only be assessed by asking patients and carers
and doing a ‘tablet count’ in routine clinical practice. However, compliance aids
such as dosset or nomad boxes may be appropriate and can significantly improve
compliance. However, tablets which readily absorb water may disintegrate unless
the compliance aid is appropriately sealed. A recent study looking at citalopram
compliance in 228 older people with depression found that patients could
be classed as compliant, unknown compliance and not compliant. However,
there was no association between the type of compliance and age, gender,
education level, degree of depression, cognitive function or medical comorbidity,
though white patients were more likely to be compliant.”* As well as developing
compliance therapy specifically for older people with depression more objective
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ways of quickly determining compliance need to be developed including blood
and salivary drug levels.

Bereavement and dysthymia

Patients experiencing a normal bereavement reaction do not usually require drug
treatment unless the bereavement reaction is unusually severe (e.g. psychosis is
present) or if the reaction is unduely prolonged, usually more than six months.
Supportive measures are usually sufficient.

Dysthymia is a depressive disorder of chronic nature but of less severity than
major depression. Symptoms have usually been continuous for at least two years.
Patients experience considerable disability and social dysfunction. A recent
Cochrane review concluded that antidepressants are effective for the treatment
of dysthymia but no differences in terms of efficacy were identified between
different classes of drugs including SSRIs, TCAs and MAOIs.”

Physical illness

Physically ill patients need a careful assessment and any physical illness needs
treatment in its own right. Depression may worsen an underlying physical illness
and may increase both morbidity and mortality if left untreated. In addition,
physical illness may cause or exacerbate a depressive illness. The choice of
antidepressant will depend on a number of factors but an important area is to
consider antidepressant side-effects and the likelihood of a specific antidepressant
worsening an underlying physical illness. TCAs, for example, can cause sedation,
delirium, memory impairment and urinary retention so should be avoided where
these are likely to be significant problems. Depression in Parkinson’s disease
is common and can not only be difficult to diagnose but also difficult to treat.
However, there is no consensus about which is the best antidepressant from an
efficacy perspective.”® The newer drugs including SSRIs and SNRIs have fewer
side-effects and are used by the authors.

Management of treatment-resistant depression

Treatment resistance is reported in up to 40% of older patients with major depres-
sion.” There is little evidence to guide the management of depression that has
failed to respond to a course of an antidepressant and further research is needed
to inform clinical practice. A review of 29 studies concluded that 35-60% of
older patients showed a good recovery from a first depressive episode.”® However,
research on treatment-resistant depression in older people is hampered in part by
lack of an agreed definition.

The definition of treatment-resistant depression can be confusing. Some have
suggested that it is failure to respond to one effective medication at a therapeutic
dosage and for an adequate duration.”” Renwick®® has suggested that it is the
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failure to respond to an adequate trial of two antidepressants or an antidepressant
and/or ECT. Thase and Rush®' extended the definition by developing a staging
system of treatment resistance based on types of failed treatment.

The first step is to review the diagnosis and ensure that an organic cause has
not been missed. Further investigations may be necessary such as an ECG, chest
X-ray, EEG or CT head scan. Severe deep white matter lesions on a brain MRI
scan® and prefrontal dysfunction may predict a poor response to antidepressant
treatment.®” Depression in patients with Alzheimer’s disease is more likely to
resolve spontaneously without requiring intensive antidepressant treatment
compared with patients with vascular dementia who are more likely to have
persistent and treatment-resistant depressive symptoms.** The presence of a silent
cerebral infarction also reduces response to antidepressant treatment.®

Where there are maintaining social or environmental factors, psychological
therapies may be beneficial as an adjunct to pharmacological treatment. A recent
meta-analysis of psychological outreach programmes demonstrated a large effect
size (0.7) in depressed older patients (comparable to effect sizes found in younger
adults). Cognitive behavioural therapy was found to have a larger effect size than
other therapies but also had higher drop-out rates.*

It is also important to ensure treatment adequacy in terms of duration and
compliance. This has been called a stepped-care approach, meaning that each
step of treatment follows a logical sequence rather than a chaotic mishmash.®
This has been reinforced in a study by Flint and Rifat® in which over 80% of
patients recovered if a logical process is adopted; for example, starting with a
trial of antidepressant monotherapy and eventually moving up to ECT. There is a
range of options®® and these are now briefly reviewed.

Some of the specific drug-related approaches include:

Change the dose of antidepressant

This usually, though not always, means increasing the dose. This may be beneficial
for TCAs and venlafaxine but there is little evidence that increasing the dose
significantly alters the outcome in the case of SSRIs. At higher doses (>150mg
daily) venlafaxine may be more effective than SSRIs in major depression.®’ Blood
pressure monitoring is recommended when patients are taking high doses of
venlafaxine (>200mg daily).

Increase the length of treatment

Here the therapeutic trial is continued beyond what is usually considered an
‘adequate’ period of time. There is evidence that an extension to nine weeks or
even longer may improve recovery from a depressive episode in older patients,*
although not if there has been no improvement in the first four weeks.”

Switch to a different antidepressant class
Switching between classes of antidepressants has been shown to have modest
benefit, although there is little systematic evaluation. The most popular strategy is



PHARMACOLOGICAL MANAGEMENT OF DEPRESSION IN OLDER PEOPLE 71

a change from one antidepressant to another from a different class: for example,
from a TCA to an SSRI, or vice versa.”’ Venlafaxine showed some promise in
resistant depression but evaluation is mostly confined to clinical experience,” or
open trials.” It has been estimated that the overall success rate for class switching
is about 50%.%

Augmentation with lithium

Following failure of two classes of antidepressants, traditionally, the next step
would be lithium augmentation. As yet there have been no randomised-controlled
trials of lithium augmentation in older patients. Flint and Rifat,” in an open
prospective study, showed a 23 % response rate. They also found that 50% of older
patients experienced side-effects, including polydipsia, polyuria, tremor, dry mouth
and nausea. Fahy and Lawlor” followed up a small cohort of older depressed
patients who had their long-term lithium augmentation therapy discontinued for
varying reasons: 52 % relapsed and the longer the length of lithium treatment prior
to discontinuation the poorer the outcome. The time needed to judge response to
lithium augmentation is approximately two to three weeks.”

Austin et al.”° conducted a meta-analysis of five small double-blind trials and
found that 18/50 patients augmented with lithium responded compared with
6/49 of those who were given placebo. In another study” venlafaxine and lithium
augmentation was studied in an open trial in outpatients aged 18-70. At the end
of seven weeks’ study, 35 % of the patients showed a more than 50% reduction in
depressive symptoms and the combination was well tolerated.

Other augmentation approaches include use of anticonvulsants, thyroid
hormone and L-tryptophan but the evidence base is too weak to make firm
recommendations for older patients.

Augmentation with antipsychotics

There is also emerging evidence of benefit for combining antidepressants,
mainly SSRIs with an antipsychotic including aripiprazole,”® olanzapine® and
risperidone.'® A recent meta-analysis confirmed the benefits of antipsychotic
augmentation for treatment-resistant depression in 1500 younger patients.'!
Augmentation is particularly important when psychotic symptoms are present
but there is also emerging evidence for benefit in the absence of psychotic symp-
toms. However, studies tend to be small and open-label and confined to younger
patients and more research is needed in this area with a specific focus in older
patients.

Other augmentation strategies

A number of other augmentation strategies have been suggested including
omega-3 fatty acids, aspirin, buspirone, dopaminergic agents, reserpine, pindolol
and modafinil.'"”> There have also been some promising results with raloxifene, a
selective oestrogen receptor modulator.'”? However, nearly all this work is limited
in scope and has been confined to younger patients.
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Combination therapies

A number of combinations have been suggested but overall the evidence base,
particularly in older people, is very limited. MAOIs and TCAs combinations
(with or without lithium) have been used for decades in resistant cases. A review
by Cowen’ demonstrated how open studies in younger adults have shown failure
of each type of drug individually, but with good results when combined. Starting
at very low dose, adding in the MAOI and not using imipramine or clomipramine
is thought to lessen the risks of hazardous side-effects and interactions. There is
no evidence for this combination in older people and both MAOIs and TCAs are
being used less compared with several years ago.

Other antidepressant combinations that have been tried include TCAs and
SSRIs. Again there are no controlled trials. Cowen’ suggests that due to the
high risk of side-effects, drugs such as clomipramine or venlafaxine (with potent
serotonin as well as noradrenaline reuptake inhibition in one medication) may
be as effective as TCAs and SSRIs combined. There may be a role for low dose
trazodone to augment SSRIs but this may just help the sleep disturbance and
further studies are necessary. In one small open-label study in younger patients,
9/15 (60%) responded to a combination of atomoxetine (a noradrenaline reuptake
inhibitor) with ‘standard’ antidepressant treatment after six weeks.'”

Venlafaxine and mirtazapine has become a popular combination but work in
this area has been predominantly open-label and confined to younger patients.
In a recent study involving 32 patients with treatment-resistant depression, 50%
responded after eight weeks and this had risen to 56% after six months. The main
side-effects were sedation (19%) and weight gain (19%).'** There is clearly a need
for further research in this area in older people with depression.

A meta-analysis of tri-iodothyronine augmentation of TCA in mixed age groups
showed a response rate of 8% (NNT=13).!® There are no studies comparing
other classes of antidepressants. It should be used cautiously if there is coexisting
cardiovascular disease. In younger adults, L-tryptophan has been shown to
enhance the combinations of lithium-MAOI and lithium-clomipramine.'® Again
there are no trials in older patients. With the risk of developing eosinophilic
myalgic syndrome and possible serotonin syndrome with MAOIs and SSRIs, this
combination needs to be used with caution. There is no longer a need to register
with the Optimax (tryptophan) Information and Clinical Support (OPTICS) Unit.
Pindolol, a beta blocker with 5-HT  ,-receptor antagonist, had been shown in open
studies to augment antidepressants. However, a small double-blind, placebo-cross
over trial showed no difference to placebo.!”” Dexamethasone,'*® clonazepam,'®”
oestrogen,'' and methylphenidate!!! have also all been tried but require further
research.

Electroconvulsive therapy (ECT)
ECT can be used at any stage alongside the pharmacological management
of treatment-resistant depression. SSRIs may increase seizure length in ECT
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compared with TCAs and may also increase the risk of post-treatment seizures.'?

Shapira et al.'® have shown that the rate of response is more rapid when ECT is
given three times a week but memory impairment is more common and suggested
that the optimum schedule for bilateral ECT in older patients is twice weekly
unless clinical indications require a more rapid antidepressant effect. Unilateral
ECT may have an advantage with respect to cognitive side-effects but Krystal
et al.""* suggest that moderately suprathreshold unilateral ECT may not be as
effective as bilateral ECT for older patients. He found that older patients were
more likely to have a rise in seizure threshold and to be non-responders to
unilateral ECT. For more information on ECT as well as current thinking on
repetitive transcranial magnetic stimulation (rTMS), vagal nerve stimulation
(VNS) and magnetic seizure therapy (MST) see Chapter 6.

Discontinuing treatment

Antidepressants need to be discontinued slowly (weekly decrements) as all have
the potential to cause a withdrawal syndrome.” Typical withdrawal symptoms are
anxiety, agitation, insomnia, dizziness, low mood, paraesthesia, nausea and diar-
rhoea. When changing from one antidepressant to another, cross tapering is
recommended, though in some cases it is important to ensure one drug was
been washed out of the system before another is started, e.g. with SSRIs and
MAOIs.

Future developments

An enormous amount of research has been directed towards uncovering specific
deficits in serotonin, noradrenaline and dopamine neurotransmitter systems and
ways to manipulate these with a view to improving the symptoms of depression.
To a very large extent these approaches have been successful, particularly drugs
enhancing serotonin and noradrenaline mechanisms. However, patients do not
always respond to their first antidepressant and treatment-resistant depression is
not uncommon. In addition it is not possible to predict which patient will respond
to a particular antidepressant and pharmacogenomics may help with this in the
future. In addition, more accurate and objective monitoring of drug levels might
help to identify non-responders at an earlier stage rather than having to wait 8—12
weeks before classifying a patient as a non-responder.

A number of other drugs are currently in development but many are still at an
eatly stage or not available in the UK. These include dopamine reuptake inhibitors,
5-HT, receptor antagonists, corticotropin-releasing factor antagonists, neurokinin
(substance P) receptor antagonists, melatonergic agonists and glutamatergic
modulators. In addition, most of the focus to date has been on intrasynaptic
function. In the future it is likely that developments will shift in part towards
intracellular signalling pathways but the latter is still at an early stage. Our own
view is that the monoamine hypothesis is very simplistic. The fact that there are
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multiple interactions between intra- and extra-cellular systems probably means
that a drug or drugs which enhances several of these mechanisms is more likely to
be beneficial than one which only enhances one. In our view, our understanding
of the biological basis of depression remains very limited despite the successes to
date.

Conclusions

Depression is common and if not treated results in high morbidity and mortality.
Depression in older people generally has a good prognosis. It is therefore important
to diagnose the condition and treat systematically. When an antidepressant is
indicated, it should be chosen on an individual basis and used at a therapeutic dose
for an adequate period. The choice of antidepressant will depend on a number of
factors including previous response to treatment, concurrent physical illness and
other medications. Pharmacological treatment also needs to be combined with
psychosocial interventions. However, further well-planned research is needed into
the pharmacological management of depression, especially treatment-resistant, in
older people.
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CHAPTER 5

Pharmacological treatment
of bipolar affective disorder
In old age

NAILA JAWAID AND ROBERT BALDWIN

Introduction

Although only about 10% of new onset cases of bipolar affective disorder (BPD)
occur after the age of 50,! matched to similarly aged older patients with unipolar
depression, BPD is associated with higher morbidity and greater use of mental
health services.? With demographic changes to the age structure of the population
inevitably there will more BPD in later life. About a quarter of late-onset cases of
mania are associated with cerebral disorder,’ especially right hemisphere lesions,
making late-life mania a heterogeneous condition and hence a particular challenge
to manage.

Definitions
Table 5.1 lists the American Psychiatric Association criteria for a manic episode.*
For a hypomanic episode criterion A must be present for four days; under cri-
terion D the change in mood is discernable to others but does not cause major
impairment. Bipolar I disorder is characterised by repeated manic episodes often
with bouts of major depression. Bipolar II disorder occurs when patients have
recurrent major depression with hypomanic episodes. For a diagnosis of BPD in
DSMIV only one manic episode is required, whereas the European nomenclature’
requires two episodes of either mania or hypomania. When four or more episodes
of illness occur within a 12-month period, a person is said to have rapid-cycling
bipolar disorder.

Other types of BPD have been proposed. Type III denotes hypomanic episodes
occurring in association with antidepressants and/or psychostimulants and type IV
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with ‘hyperthymic’ personality. Recurrent depression without discrete hypomania
but with mixed hypomanic episodes (agitation, irritability, racing thoughts) has
been proposed as a Type V.° Akiskal and colleagues’ have recently proposed a
type VI in which mood instability develops in the sixth or seventh decade with
a slow progression to neurocognitive deficits, irritability, agitation and poor
sleep. They highlight the overlap of this presentation with some cases of agitation in
Alzheimer patients.

TABLE 5.1 Criteria for manic episode (American Psychiatric Association)*

A. Adistinct period of abnormally and persistently elevated, expansive, or
irritable mood, lasting at least one week (or any duration if hospitalisation is
necessary).

B. During the period of mood disturbance, three (or more) of the following symptoms
have persisted (four if the mood is only irritable) and have been present to a
significant degree.

1 Inflated self-esteem or grandiosity.

2 Decreased need for sleep (e.g. feels rested after only three hours of sleep).
3 More talkative than usual or pressure to keep talking.

4 Flight of ideas or subjective experience that thoughts are racing.

5

Distractibility (i.e. attention too easily drawn to unimportant or irrelevant
external stimuli).

6 Increase in goal-directed activity (either socially, at work or school, or sexually)
or psychomotor agitation.

7 Excessive involvement in pleasurable activities that have a high potential for
painful consequences (e.g. engaging in unrestrained buying sprees, sexual
indiscretions, or foolish business investments).

C. The symptoms do not meet criteria for a mixed episode.
D. The mood disturbance:

1 is sufficiently severe to cause marked impairment in occupational functioning,
usual social activities or relationships with others,

2 necessitates hospitalisation to prevent harm to self or others, or
3 has psychotic features.

E. The symptoms are not due to the direct physiological effects of a substance (e.g. a
drug of abuse, a medication, or other treatment) or a general medical condition (e.g.
hyperthyroidism].

Course and outcome

About half of patients with late-onset BPD have a previous history of depression,
often with a latency period of many years.® The prognosis of BPD is thought to
worsen with age due to the time between episodes of illness becoming shorter as
the patient ages.” Although manic episodes are very disabling, as much morbidity
and functional disturbance in bipolar I and bipolar IT arise from depression as
from manic or hypomanic episodes.'
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Treatment principles

The principles of managing late-life BPD are the same as at other times of adult
life. Modifications largely arise because of changes with age in pharmacokinetics
and pharmacodynamics resulting in altered drug handling. These affect starting
and therapeutic dosages of drugs, propensity to side-effects and likelihood of drug
interactions.

Treatment phases are divided into acute treatment for mania, hypomania or mixed
states, acute treatment of bipolar depression, and long-term treatment (including
the treatment of rapid cycling disorder). In practice, a majority of patients will have
early-onset BPD. Drug treatment is the mainstay of management in BPD and is the
focus of this chapter. However, other interventions such as education about BPD,
sleep hygiene, advice about travel across international time zones, psychosocial
interventions and electroconvulsive therapy are important. Information about all
treatment modalities is available in the current guidelines for BPD, listed in Table
5.2. At present no specific guidelines exist for geriatric bipolar disorders, although
Young and colleagues have provided a useful review.?

The 2006 NICE guidelines on BPD'"? recommend an annual physical health
review to ensure that the following are assessed each year: lipid levels, plasma
glucose, weight, smoking status, alcohol use and blood pressure.

The first part of the chapter describes currently available medications for BPD
and the second part their application in the phases of treatment.

TABLE 5.2 Guidelines available online for the management of bipolar affective disorder

® American Psychiatric Association (2002)"

http://www.psych.org/psych_pract/treatg/pg/bipolar_revisebook index.cfm

® British Association of Psychopharmacology (2003)°
http://www.bap.org.uk/consensus/bipolar_disorder.html

® National Institute for Health and Clinical Excellence (NICE) (2006)*
http://www.nice.org.uk/page.aspx?0=CG38

Part 1: Medications used in bipolar affective disorder
Mood stabilisers

‘Mood stabiliser’ broadly refers to an agent that is effective in acute and long-term
treatment of either mania or depression without having significant adverse effects
on the opposite pole of BPD. The main members are: lithium, anticonvulsants and
antipsychotic drugs. Although anticonvulsants do not have any clear advantage
over lithium, they do offer an alternative for patients who cannot take or tolerate
lithium. With the exception of some data regarding valproate, the efficacy of
anticonvulsants such as carbamazepine, oxcarbazepine, lamotrigine, gabapentin
and topiramate has not been established in older BPD patients. Table 5.3
summarises key data for the three most commonly used mood stabilisers.
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Lithium

Mode of action

Differences in response to lithium in elderly patients are usually explained by
the effect of age-related physiological changes, comorbid conditions, altered
renal clearance and concurrent use of other medication. Lithium is readily and
completely absorbed and peak level reached in one to two hours. Although
absorption of lithium is generally unchanged by the ageing process, the volume
of distribution and renal clearance of lithium is substantially different in older
adults.” The half-life of lithium can vary considerably but on average it is in the
region of 22-24 hours and increases with long-term use by 25-30%. It is excreted
mostly unchanged by the kidneys. Reduced renal clearance, leading to higher
lithium levels, can occur in patients with hypertension, congestive heart failure
or renal disease.

The mode of action of lithium is largely unknown. It acts as a highly reactive
cation and influences chemical processes at the level of membrane neurophysiology
by stabilising electrolyte balance. It has also been shown to increase the neuronal
uptake of catecholamines and potentiate serotonergic and noradrenergic function
as well as acting on so-called messenger systems.” It is not yet clear precisely how
these effects on intracellular communication translate into therapeutic benefit.
Prior to commencing lithium, routine investigation should include renal function,
electrolytes, thyroid function tests, blood glucose and an electrocardiogram
(ECG).'* Recommended starting dose in elderly patients is around 100-200 mg
daily.

Lithium has a narrow therapeutic index and perhaps because of this over recent
years there has been decline in its use and its replacement with valproate without
much supporting evidence."

Efficacy
There have been no definitive randomised controlled studies of lithium treatment
of elderly manic patients. Young and colleagues”” summarised four studies
(n=137) and reported that 66% improved regardless of lithium concentration.
In a retrospective casenote study Chen ez a/.'* compared lithium (n=30) with
valproate (n=29) in older manic patients. The percentage of patients improved
was significantly greater in the lithium group than in the valproate group (67 % vs.
38%). However, there was more improvement in the valproate group when serum
levels were 65-90 mcg/mL and for lithium when levels were > or =0.8 mmol/L.

Response to lithium is generally poor in rapid cycling, psychotic mania and
mixed affective state, although in the above study'® comparison of patients with
mixed manic states showed a response of two-thirds in both lithium and valproate-
treated groups.

Evidence of the efficacy of lithium in maintenance treatment of older BPD
patients is limited to naturalistic studies. Young ez a/.” found four studies
amounting to 101 elderly patients but could come to no firm conclusions.
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In the NICE BPD guidelines of 2006'? lithium levels of 0.6 to 0.8 mmol/L
were recommended for adults requiring maintenance lithium for the first time
and up to 1.0 mmol/L where the patient had been exposed to lithium before and
residual symptoms were present. In the absence of specific recommendations
for lithium augmentation in later life, this remains pragmatic guidance. Based on
experience, some Old Age Psychiatrists use lower dosages but the evidence to
support this is mixed."” Blood should ideally be taken 10-14 hours post dose.
The serum level should be measured after five to seven days and then weekly
for every dose change until the level is stable, after which it should be repeated
at three-monthly intervals. Renal and thyroid function should be monitored six-
monthly or as indicated by patient’s clinical condition.’? Weight should also be
monitored.

Adverse effects

Polydipsia, polyuria, tremor, dry mouth and subjective memory impairment are
the most frequent side-effects. In the longer term, hypothyroidism may occur
and this may necessitate treatment with thyroxine. Nephrotoxicity is another
long-term complication. A small proportion of patients develop irreversible
reduction in urinary concentrating capacity after long-term treatment' and renal
changes may include interstitial fibrosis and tubular atrophy. There are reports of
psoriasis being exacerbated. The sick sinus syndrome may occur in older adults
with compromised sinus node function. In a cross-sectional study, Roose et a/?°
reported that more than half of older patients treated with maintenance lithium
had electrocardiogram abnormalities such as conduction defects.

Clinically significant drug interactions with lithium involve drugs commonly
used in elderly patients such as thiazide diuretics, ACE inhibitors and non-steroidal
anti-inflammatory drugs, which can increase serum lithium concentration. In a
study of 10,615 Canadian residents aged 66 and older receiving lithium, 3.9%
were admitted to hospital at least once for lithium toxicity over a 10-year period.'*
There was an especially high risk in the first month of initiating treatment with
a loop diuretic or angiotensin-converting enzyme (ACE) inhibitor but not for
thiazide diuretics or nonsteroidal anti-inflammatory drugs (NSAIDs).

Lithium neurotoxicity (vomiting, diarrhoea, confusion, myoclonic jerks,
cardiac arrhythmias, ataxia, dysarthria, convulsions, coma and in some cases
death) can occur at levels above 1.2mmol/L but in older subjects at levels
considered therapeutic in younger adults, perhaps especially where there is
underlying brain damage. Above 2.5 mmol/L haemodialysis may be required.
The risk of neurotoxicity increases with calcium channel blockers, carbamazepine,
methyldopa and neuroleptics and there is an increased risk of renal toxicity with
metronidazole and verapamil.

Lithium should not be discontinued abruptly. Downward titration should
occur for a minimum of four weeks and optimally three months.'? If it has to be
stopped suddenly, cover should be given with another mood stabiliser such as
valproate.
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Valproate

Mode of action

Valproate is available in the UK in three forms: sodium valproate, valproic acid
and semisodium valproate, the last having a product licence for the treatment
of acute mania in the UK. Randomised controlled trials have shown valproate
to be effective in the treatment of mania.?'? It is believed to affect the function
of the neurotransmitter GABA (as a GABA transaminase inhibitor) in the
human brain, making it an alternative to lithium salts in the treatment of BPD.
Absorption is rapid and peak levels are attained in 30-60 minutes. Protein
binding is up to 95% and half-life varies with the preparation but is in the
range of 5-20 hours. It is metabolised partly via the microsomal cytochrome
P450 system and partly via mitochondrial oxidation. Serum level monitoring
is supposedly of limited use compared with lithium and carbamazepine and is
not routinely recommended, although there is a little evidence for an optimum
window as discussed in the preceding section.'® Target dosages are in the range of
500-1500 mg per day in divided doses.

Efficacy

Valproate has a broad spectrum of activity in mania, mixed affective states,? rapid
cycling bipolar disorders and secondary mania, which is particularly relevant to
older patients.? Divalproex (DVP, combined sodium valproate and valproic acid)
is increasingly prescribed for elderly people in preference to lithium on the grounds
that it is safer and better tolerated than lithium in older patients,?? although the
evidence to support this is weak.!” Nevertheless, unlike other anticonvulsants
valproate can serve as a sole antimanic drug.?

Young and colleagues®® summarised the results from five studies (n=137). The
dose of DVP was 250-2250 mg and overall 59% of patients showed some degree
of improvement.

A combination of valproate and lithium may be more effective in elderly
patients with a poor response to either drug.?’?® Valproate was also effective in a
case series of older bipolar patients with rapid cycling.?®

Adverse effects

Common side effects are sedation, dyspepsia and tremor. In the long term weight
gain and hair loss can occur. Benign increases in hepatic transaminases can occur
or rarely hepatotoxicity and reversible thrombocytopaenia or leucopenia. In older
adults sedation and gait disturbance can be problematic.'” Many side-effects
are dose related. Potential drug interactions with aspirin, phenytoin, fluoxetine
and carbamazepine can occur'® while lamotrigine metabolism can be inhibited,
necessitating lower starting doses of the latter. Liver function, blood count and
weight should be monitored at the outset and at six months.'? Overdosage is
usually non-lethal.
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Carbamazepine
Mode of action

Carbamazepine acts by stabilising sodium channels in neurons so that brain cells
are less excitable. Following slow and rather erratic absorption, peak levels are
attained in four to six hours. The half-life averages 7-24 hours and the main site
of metabolism is the liver by the enzyme epoxide hydroxylase. This enzyme can be
inhibited by the co-administration of other drugs such as valproate or lamotrigine,
hence caution is required if either combination is contemplated. Carbamazepine
levels can be increased by co-administration of fluoxetine, some antibiotics and
calcium channel blockers.

Adverse effects

Side-effects are common, more so in older patients, and include drowsiness, di-
plopia, impaired motor coordination and stomach upset. Carbamazepine can
slow intra-cardiac conduction and produce arrhythmias. Mild hyponatraemia
(more common in older patients), thrombocytopaenia, leucopenia or altered
liver enzymes can occur. Overdosage can be lethal, with onset characterised by
neurological signs. Tolerability to the drug is related to dose and titration intervals.
Carbamazepine has a greater propensity for drug—drug interactions than other
mood stabilisers, which is of particular concern in the elderly. Prior to commencing
carbamazepine, carry out liver enzyme tests, electrolytes and a full blood count.
Starting doses are typically 100 mg once or twice daily, with average daily dosages
of 400-800 mg to achieve blood levels of 4-12 ug/L.!! Serum monitoring at least
six-monthly is recommended.

Lamotrigine

Mechanism of action

Lamotrigine, a phenyltriazine derivative, is an anticonvulsant with efficacy in
the prevention of mood disorders in adult patients with bipolar I disorder.? The
mechanism of action may be related to the inhibition of sodium and calcium
channels in presynaptic neurons and subsequent stabilisation of the neuronal
membrane. Lamotrigine is metabolised in the liver and primarily eliminated via
hepatic glucoronide conjugation. In elderly patients the clearance is reported to
decrease by 37% and the volume of distribution by 12%.%° It is generally well
tolerated and, unlike lithium, does not appear to cause body weight increase,
nor does it require monitoring of serum levels.?” In retrospective case studies
lamotrigine showed reasonable tolerability and modest clinical improvement in
19 out of 20 nursing home patients who were treated with it for agitated and
aggressive behaviour in a range of medical and psychiatric diagnoses.’! The
starting dose is 25 mg (half if the patient is taking valproate) for two weeks, increas-
ing over weeks three and four by 50 mg with further 50 mg increments as
needed.
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Lamotrigine delays the time to relapses of depressive episodes? and is effective
in the treatment of acute episodes of depression but not for acute mania in patients
with bipolar disorder.’

Adverse effects

The most common side-effects are headache, nausea and insomnia. The slow ti-
tration interval is to avoid serious rash (Stevens Johnson syndrome). Interactions
with valproate and carbamazepine may occur.

TABLE 5.3 Mood stabilisers used in bipolar disorder in older people

Investigations prior Average Target

Drug _ Side-effects daily serum
to prescribing
dosages levels
Lithium Renal function Polyuria, 400 mg 0.6-0.8
Electrolytes gastrointestinal  (slow mEg/L
ECG upset, tremor, release)
neurological
Thyroid function disturbance
Blood glucose (toxicity), weight
(preferably fasting) gain, oedema,
psoriatic rash
Valproate Liver enzymes Sedation, 500-1500  65-90 pg/
Full blood count nausea, mg mL [not
ECG (i history or unsteadlnegs, deﬁmtgly
o e tremor, weight established)
clinical condition ain
suggests®?) g
Carbamazepine Liver enzymes Sedation, ataxia, 400-800 4-12 pg/L
Full blood count nystagmus, mg (levels for
ECG (i history or blurred vision, epilepsy)
s 2 agranulo-
clinical condition .
cytosis,

12
suggests"] hyponatraemia

Antipsychotics
Antipsychotics are widely used in elderly psychiatric disorders. Atypical anti-
psychotics that are licensed for use in BPD in the UK are olanzapine, risperidone
and quetiapine. In mania, olanzapine is usually administered at 10-15 mg daily,
risperidone 1-6 mg and quetiapine 150-600 mg. It is to be expected that in manic
patients who are frail or with organic brain damage or suspected underlying
dementia (secondary mania) dosages will need to be at the lower end and that
there is more likelihood of adverse effects when dosages are increased.

The newer atypicals are preferred to the older drugs on grounds of safety and
tolerability rather than efficacy. Refractory cases may respond to off-licence use
of clozapine but this drug is poorly tolerated in older patients.



88 PRACTICAL MANAGEMENT OF AFFECTIVE DISORDERS IN OLDER PEOPLE

Olanzapine

Mode of action

Olanzapine is a SHT,and D, receptor blocker. It is licensed as both an antipsychotic
and a mood stabiliser. Olanzapine has minimal effects on serum prolactin and
may be associated with lower incidence of sexual dysfunction compared to other
antipsychotics. It can elevate serum cholesterol and triglycerides, more so than
other atypical antipsychotics. Its levels are decreased by 1A2 inducers, notably
cigarette smoking, and increased by 1A2 inhibitors, such as fluvoxamine and
cimetidine.

Adverse effects

Sedation, weight gain and hyperglycaemia (not always related to weight gain) are
the main problems. These are especially important in older patients who may be
placed at increased risk of diabetes, falls, worsening dyspnoea from pulmonary
disease or aggravation of arthritis in weight-bearing joints. Weight gain can occur
early on. Orthostatic hypotension, Parkinsonian side-effects (less often than with
risperidone) and anticholinergic side effects may occur. Tardive dyskinesia is a risk,
but as with other atypical drugs it is considerably less than with older neuroleptics.
Liver transaminases are occasionally elevated. Prior to commencement liver
enzymes and random glucose should be checked and thereafter at six-monthly
intervals.

Risperidone

Mode of action

Risperidone is a benzisoxazole derivative with high affinity for serotonin, dopamine
and alpha 1 and 2 adrenergic receptors. Oral risperidone is rapidly absorbed,
reaching maximum plasma concentration after one to two hours. It is largely
hydroxylated by the cytochrome P450 2D6 enzyme. The elimination half-life is
about 20 hours. Excretion is mostly through the urine. Clearance is reduced in
elderly people and in those with renal impairment.

Adverse effects

Common side-effects affecting more than 10% of patients are extrapyramidal side-
effects, somnolence, weight gain, headache, dizziness, dyspepsia and constipation.
Plasma glucose is less affected by risperidone in trials in patients with mania.
Prolactin levels should be checked prior to commencement in patients with low
libido or sexual dysfunction.

Quetiapine

Quetiapine is reasonably well tolerated in elderly patients. The most common
adverse effects observed with quetiapine are postural hypotension, dizziness and
somnolence. The potential for reduced renal clearance means that quetiapine
should be introduced at lower doses and titrated at a relatively slower rate.’? This
also helps reduce postural hypotension.
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Aripiprazole

Aripiprazole is a partial agonist of D, receptors which operates through reducing
dopamine effects when too high via competitive inhibition while maintaining
adequate dopamine function when levels are low through its agonist effects. It is
well absorbed and has a half-life of 75 hours. There are potential interactions via
P450 metabolism with paroxetine and fluoxetine (raising aripiprazole levels) but
so far the incidence of extra-pyramidal and metabolic adverse effects seems low.
Its current licence is for schizophrenia but in the US it is also licensed for BPD
and this may occur in the UK eventually.

Part 2: Practical pharmacological management of older people
with bipolar disorder

The following is a synthesis from the three guidelines in Table 5.2 and the rec-
ommendations of Young et al.”®

Acute treatment of mania or mixed episode

For psychotic patients and severe cases in general, treatment with an antipsychotic
or valproate should be initiated. Appreciable clinical improvement may not be
apparent until 10-14 days. For very disturbed patients orodispersible forms of
some antipsychotics are available. Benzodiazepines (such as lorazepam) are often
used to control acute agitation but should be used with extreme care in older
patients because of the risks of falls. For less ill patients lithium can be considered
or carbamazepine. If the patient is already on an antidepressant, this should be
tapered and discontinued.

Where the patient is already on an antimanic drug but has relapsed, then
compliance should be ascertained and the highest tolerated dose given. If this is
unsuccessful combined treatment can be given; for example, an antipsychotic and
a mood stabiliser.

For non-responsive patients substance misuse, psychosocial stressors, physical
health problems, comorbid disorders, such as anxiety or severe obsessional symp-
toms, and inadequate adherence to medication should be addressed. For severe

or prolonged mania electroconvulsive therapy (ECT) can be given considered in
accordance with 2003 NICE guidelines on ECT.”

Secondary mania

If possible offending drugs (such as L-dopa or corticosteroids) should be dis-
continued or reduced. Thyroid abnormality should be corrected. For organic
brain disease, the acute episode should be treated as above but anticipating
increased sensitivity to adverse effects. However, divalproex sodium was not found
to be very effective in controlling symptoms of mania associated with dementia in
a sample of nursing home residents.** Thereafter ongoing treatment will depend
on the underlying pathology but pragmatically a tapered withdrawal can be
considered after a period of euthymia of approximately six months.
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Bipolar depressive episode

Older patients are at an increased risk of becoming depressed after an episode
of mania. For mild depression, watchful waiting with a review in two weeks is
recommended. For moderate depression a psychological intervention, if available,
may be preferable to antidepressant medication or augmentation of an existing
non-antipsychotic mood stabiliser with quetiapine can be tried."? Antidepressant
treatment should be given with an antimanic drug such as lithium, valproate or
an antipsychotic and not given as monotherapy. Selective serotonin reuptake
inhibitors (SSRIs) are associated with less risk of switching to a manic state than
are tricyclic antidepressants. If the patient has psychotic depressive symptoms an
antipsychotic drug should be added and, again subject to NICE guidance, ECT
can be considered. Unlike unipolar depression, the role of antidepressants in the
long-term management of BPD is limited. The risk of a relapse may be high in the
first six months of recovery but generally the antidepressant should be tapered
off as soon as possible.

At present there is insufficient evidence to recommend initial treatment with
lamotrigine, lithium or valproate in less severely depressed older BPD patients,
although there is some evidence to support this in mixed-aged patients.” In
particular, if an antidepressant in the past has destabilised BPD then lamotrigine
can be considered as an alternative.’

Prevention of episodes: maintenance treatment

In 2006, olanzapine and lithium have product licences for use in prophylaxis.
Long-term treatment is now recommended after a severe manic episode,” two or
more episodes of bipolar I or in bipolar II patients who have disabling episodes
or at high risk of recurrence. Monotherapy is preferred and lithium has the largest
evidence base in the prevention of both manic and depressive poles of BPD but
is somewhat more effective for mania. It may take six months before efficacy can
be established. Where tolerance is poor, valproate is an alternative which can
address both poles. Olanzapine is more effective in preventing manic episodes
and lamotrigine depressive episodes. Carbamazepine is a less attractive alternative
because its greater propensity for pharmacological interactions, a particular
problem in older patients, but it has a licence for the prevention of relapses
unresponsive to lithium.

In patients who do not respond to monotherapy or who experience breakthrough
symptoms, a second drug can be added. For patients troubled mainly with manic
episodes this should be a second antimanic agent but where depression pre-
dominates other combinations such as an antidepressant and lamotrigine can be
considered. Lamotrigine monotherapy can be considered in patients who have
bipolar II disorder with frequent depressive relapses.’

Long-acting antipsychotic drugs (‘depots’) are not recommended for
prophylaxis but may have a limited role in patients who have responded well to
oral antipsychotics but are poorly adherent. There is a risk of extra-pyramidal
side-effects, including tardive dyskinesia.
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For all patients considered for long-term treatment a weight gain management
programme should be available.

Rapid cycling BPD

This is difficult to treat. Lithium may be less effective in rapid cycling BPD.
Nevertheless, lithium in combination with divalproex has been used successfully
in geriatric rapid cycling disorder?® with a suggestion that divalproex sodium
might even increase the efficacy of lithium hence allowing treatment with lower
lithium concentration. It is also important to identify and treat hypothyroidism,
taper off antidepressants and address comorbidity from substance misuse and
alcohol excess. Trials of treatment should generally last six months to establish
efficacy with diary keeping by the patient.

Bipolar disorder and suicide

For patients identified by admission to hospital, rates of suicide are approximately
10% over long-term follow-up,” although naturalistic studies suggest that patients
receiving long-term treatments, perhaps especially lithium, have lower rates.””
The vast majority of suicides occur during depressive relapses or mixed states.
Long-term lithium treatment is associated with reduction of suicide risk but there
is a paucity of data regarding suicide among elderly bipolar patients. In one small
retrospective study (n=32) elderly bipolar patients treated with a mood stabilisers
and an antidepressant had a lower level of attempting suicide compared to control
subjects.’® This should be replicated in larger samples.

KEY POINTS

» Bipolar disorder in later life is associated with high morbidity and mental
health service utilisation.

» Bipolar depression causes as much or greater morbidity as manic episodes
and is a risk factor for suicide in bipolar patients.

» Most bipolar patients seen in later life have an early onset of illness; those
with a late onset should be carefully investigated for underlying systemic or
neurological disorder.

» There are few good clinical trials of older patients with bipolar disorder;
lithium has the most evidence in later life although the risk of toxicity
increases with age and certain co-prescribed medication.

» Perhaps because of this recent years have seen valproate replace lithium in
later life but this is a practice-based change rather than an evidence-based
one.

REFERENCES

1 Sajatovic M. Aging-related issues in bipolar disorder: a health services perspective. | Geriatr
Psychiatr Neurol. 2002; 15: 128-33.



92 PRACTICAL MANAGEMENT OF AFFECTIVE DISORDERS IN OLDER PEOPLE

2 Bartels SJ, Forester B, Miles KM, ez al. Mental health service use by elderly patients
with bipolar disorder and unipolar major depression. Az | Geriatr Psychiatr. 2000; 8(2):
160-6.

3 Stone K. Mania in the elderly. Br | Psychiatr. 1989; 155: 220-4.

4 American Psychiatric Association. Dzagnostic and Statistical Manual of Mental Disorders
(DSM-IV). 4th ed. Washington, DC; American Psychiatric Association; 2004.

5 World Health Organization. The ICD-10 Classification of Mental and Bebavioural Disorders:
Research Criteria. Geneva: World Health Organization; 1993.

6 Akiskal HS, Pinto O, The evolving bipolar spectrum: prototypes I, IT, III, IV. Psychiatr
Clinics Nth Am. 1999; 22: 517-34.

7 Akiskal HS, Pinto O, Lara DR. Bipolarity in the setting of dementia: bipolar type VI?
Medscape Prim Care. 2005; 6(2): 1-4.

8 Shulman K, Post F Bipolar affective disorder in old age. Br | Psychiatr. 1980; 136: 26-32.

9 Goodwin GM, for the Consensus Group of the British Association for
Psychopharmacology. Evidence-based guidelines for treating bipolar disorder:
recommendations from the British Association for Psychopharmacology. | Psychopharnz.
2003; 17(2): 149-73.

10 Judd LL, Akiskal HS, Schettler PJ, ez a/. Psychosocial disability in the course of bipolar I
and II disorders: a prospective, comparative, longitudinal study. Arch Gen Psychiatr. 2005,
62(12): 1322-30.

11 American Psychiatric Association. Practice guidelines for the treatment of patients with
bipolar disorder. Az | Psychiatr. 2002; 159(Suppl. 4): S1-50.

12 National Institute for Health and Clinical Excellence. Bipolar Disorder: the management of
bipolar disorder in adults, children and adolescents, in primary and secondary care. Clinical
Guideline 38. London: National Institute for Health and Clinical Excellence; July 2006.

13 Young RC, Gyulai L, Mulsant BH, ez a/. Pharmacotherapy of bipolar disorder in old age.
Am ] Geriatr Psychiatr. 2004; 12: 342-57.

14 Juurlink MM, Mamdani A, Kopp A, et a/. Drug-induced lithium toxicity in the elderly: a
population-based study. | Am Geriatr Soc. 2004; 52(5): 794-8.

15 Manji H, Potter WZ, Leox RH. Signal transduction pathways: molecular targets for
lithium’s action. Arch Gen Psychiatr. 1995; 52: 531-43.

16 Sajatovic M. Treatment of bipolar disorder in older adults. In¢ ] Geratr Psychiatr. 2002,

17: 865-73.

17 Shulman KL, Rochon P, Sykora K. Changing prescription patterns for lithium and valproic
acid in old age: shifting practice without evidence. BMJ. 2003; 326: 960-1.

18 Chen ST, Altshuler LL, Melnyk KA, et al. Efficacy of lithium vs. valproate in the treatment
of mania in the elderly: a retrospective study. | Clzn Psychiatr. 1999; 60: 181-5.

19 Gitlin M. Lithium and the kidney: an update review. Drug Safety. 1999; 20: 231-43.

20 Roose SP, Bone S, Haidorfer C, ez a/. Lithium treatment in older patients. Az | Psychiatr.
1979; 136(6): 843-4.

21 Bowden CL, Brugger AM, Swann AC. Efficacy of divalproex sodium vs. lithium and
placebo in the treatment of mania. JAMA. 1994; 271: 918-24.

22 Freeman TW, Clothier JL, Pazzaglia P. A double-blind comparison of valproate and lithium
in the treatment of acute mania. A»z | Psychiatr. 1992; 149: 108-11.

23 Puryear LJ, Kunik ME, Workman R. Tolerability of divalproex sodium in elderly psychiatric
patients with mixed diagnoses. | Geriatr Psychiatr Neurol. 1995; 8: 234-7.

24 Khouzam HR, Emery PE, Reaves B. Secondary mania in late life. ] Az Geriatr Soc. 1994;
42(1): 85-7.

25 Noaghiul S, Natayan M, Nelson JC. Divalproex treatment of mania in elderly patients. Az |
Geriatr Psychiatr. 1998; 6(3): 257-62.

26 Mordecai DJ, Sheikh JI, Glick ID. Divalproex for the treatment of geriatric bipolar
disorder. Int | Geriatr Psychiatr. 1999; 14: 494-96.



PHARMACOLOGICAL TREATMENT OF BIPOLAR AFFECTIVE DISORDER IN OLD AGE 93

27 Goldberg JF, Sacks MH, Kocsis JH. Low-dose lithium augmentation of divalproex in
geriatric mania [letter]. | Clin Psychiatr. 2000; 61: 304.

28 Schneider AL, Wilcox CS. Divalproate augmentation in lithium-resistant rapid cycling
mania in four geriatric patients. | Affect Disord. 1998; 47: 201-5.

29 Goldsmith DR, Wagastaff AJ, Ibbotson T. Lamotrigine: a review of its use in bipolar
disorder. Drugs. 2003; 63(19): 2029-50.

30 Posner J, Holdrich T, Crome P. Comparison of lamotrigine pharmacokinetics in young and
elderly healthy volunteers. | Pharm Med. 1991; 1: 121-8.

31 Aulakh JS, Hawkins JW, Athwal HS. Tolerability and effectiveness of lamotrigine in
complex elderly patients. | Geriatr Psychiatr Neurol. 2005; 18(1): 8-11.

32 Jaskiw GE, Thyrum PT, Fuller MA. Pharmacokinetics of quetiapine in elderly patients with
selected psychotic disorders. Clin Pharmacokinet. 2004; 43(14): 1025-35.

33 National Institute for Clinical Excellence. The Clinical Effectiveness and Cost Effectiveness
of Electroconvulsive Therapy (ECT) for Depressive lllness, Schizophrenia, Catatonia and
Mania. Technology Appraisal 59. London: National Institute for Clinical Excellence; April
2003.

34 Tariot PN, Schneider LS, Mintzer JE. Safety and tolerability of divalproex sodium in the
treatment of signs and symptoms of mania in elderly patients with dementia: results of a
double-blind, placebo-controlled trial. Current Therapeutic Res. 2001; 62(1): 51-67.

35 Angst F, Stassen HH, Clayton PJ, ef al. Mortality of patients with mood disorders: follow-
up over 34-38 years. | Affect Disord. 2002; 68: 167-81.

36 Aizenberg D, Olmer A, Barak Y. Suicide attempts amongst elderly bipolar patients. | Affect
Disord. 2006; 91(1): 91-4.



CHAPTER 6

Electricity, magnetism and mood

SUSAN MARY BENBOW

Introduction

Using electricity to elicit a seizure as a means of treating severe depressive illness
must seem perplexing, if not frankly bizarre, to people who have no experience of
electroconvulsive therapy (ECT), but ECT remains a treatment with a useful and
important role in modern psychiatric practice. In contrast, the use of pills to treat
depression carries little stigma, is widely accepted, indeed often expected, and the
name of at least one current antidepressant has entered our everyday language.
The BBC website! has an article on ‘Prozac for pooches’ to greet the launch of ‘a
new drug to treat dogs suffering from depression’, and elsewhere we learn that
‘an Environment Agency report suggests so many people are taking the drug (i.e.
Prozac) nowadays it is building up in rivers and groundwater’? A trawl of the
Internet rapidly reveals that, unlike the antidepressant referred to above, stigma
and controversy still cling to ECT after over 60 years of research and practice. It is
vitally important that mental health professionals are clear about the role of ECT,
in order to make it available to patients when appropriate, and to assist them in
being open and informative with patients and their families who are considering
this treatment option.

The electrical induction of seizures as a treatment for mental illness has a his-
tory which goes back to 1938 when Ugo Cerletti, an Italian neuro-psychiatrist, in
collaboration with Lucio Bini, treated an acutely ill psychotic patient with a series
of electroshocks, which led to the man’s recovery.’ Over ensuing decades the
indications for ECT have been established, its safety has dramatically improved,
and its administration has become technically much more refined.

94



ELECTRICITY, MAGNETISM AND MOOD 95

This chapter starts by covering the following areas of importance to treating
older adults with affective disorders with ECT:
+ indications
+ concurrent physical illness
+ administration of treatment
+ side-effects
> efficacy
+ maintenance treatment.

There is exciting work ongoing at the moment to investigate other non-
pharmacological treatments for depression: of particular interest are transcranial
magnetic stimulation (TMS), vagal nerve stimulation (VNS) and magnetic seizure
therapy (MST). The chapter concludes with an overview of these developing new
treatments and their current status in psychiatric practice.

Indications for ECT

Diagnosis

The main diagnostic indication for ECT in older adults is severe depressive ill-

ness. A survey in the early 90s* found that old age psychiatrists regarded ECT for

older people with depressive illness as the treatment of choice in the following

situations:

+ failure to respond to antidepressive drugs

+ previous episodes known to have responded to ECT but not to
antidepressive drugs

+ psychotic symptoms

+ severe agitation

» high suicidal risk.

A majority of responding old age psychiatrists reported that they found ECT
useful often in depressive psychosis. This fits with reports in the literature
of a favourable outcome for this group following treatment with ECT.” In
schizoaffective disorder and depression with some dementia over 50% found
the treatment to be appropriate sometimes. Nearly 50% found ECT to be rarely
appropriate in manic excitement. Since then NICE has published its technology
appraisal of ECT® which recommends that ECT should be used

only to achieve rapid and short-term improvement of severe symptoms after an adequate
trial of other treatment options has proven ineffective and/or when the condition is
considered to be life-threatening, in individuals with

e severe depressive illness
® catatonia

* a prolonged or severe manic episode.
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NICES states that the risks associated with ECT may be ‘enhanced’ in older
adults and recommends that clinicians should exercise ‘particular caution” when
considering ECT. Any decision to recommend ECT to an older adult will involve
careful consideration of potential risks and benefits: it would be inappropriate to
deprive people of the option of having ECT purely because of their age.

The NICE Clinical Guideline on Depression, Management of depression in
primary and secondary care,’ places ECT under inpatient care, where the focus is on
risk to life and severe self-neglect. Depressive illness with dementia is mentioned
under special patient characteristics, where the Guideline notes that depression
in people with dementia should be treated in the same way as depression in other
older adults. The NICE Clinical Guideline on Bipolar Disorder® states that ECT
should be considered for concurrent depressive and psychotic symptoms, ‘if
depression is severe’. Beale and Kellner® pointed out that ECT is often included
so near the bottom of treatment algorithms that patients might have to undertake
several years of treatment before ECT is considered. They noted that people might
have years of suffering as a result and raise a controversial but thought-provoking
question: given response rates to anti-depressive drugs and ECT, why save the
best till last?

The impact of NICE’s publications on the use of ECT for older adults, and
whether clinical practice has changed over recent years, is not clear. It is likely that
the majority of older people treated with ECT are treated under NICE’s category
of severe depressive illness, and that older adults with prolonged or severe manic
episodes are a small group treated with ECT.

Age
Age in itself does not constitute a contraindication to ECT and older adults are
major users of ECT services.!® There is ongoing debate about why this might be
the case, and the mental health charity MIND, arguing that older women are over-
represented among the population of people treated with ECT, has campaigned
for a scaling down of its use.!! There are, however, several reasons why older adults
might be major users of ECT.

+ Older people might be more likely to suffer from illnesses which respond to
ECT: refusal to eat/ drink, severe psychosis, melancholic features, and stupor
might be more common in older age groups.

+ Concern about comorbid medical or neurological conditions might lead
to preferential use of ECT, in order to take advantage of the more rapid
response to ECT in comparison with drug treatments.

Depressive illness in later life might be more likely to be drug-resistant.'?
Older adults might be more sensitive to the side-effects of some
antidepressive drugs.

» Older people may have more positive attitudes towards ECT or find it a
more acceptable treatment option.

» Older depressed adults may respond to ECT better than younger
adults.?
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» Flint and Gagnon' state that there is a positive association between
advancing age and the efficacy of ECT, which they relate not to ageing itself
but to clinical factors in late-life depressive illness.

ECT and concurrent physical illness

ECT is used successfully to treat people with a wide range of concurrent physical
illnesses and the American Psychiatric Association (APA) states that there are no
absolute contraindications to its use.'” Cardiovascular and neurological problems
may be of particular concern, and are more likely to coexist alongside affective
disorders in older adults. The principles of management in all patients with
physical comorbidity are as follows.
» Fully assess and treat underlying illnesses prior to ECT.

Seek appropriate medical and anaesthetic opinions prior to treatment.

Consider ways of decreasing risk prior to commencing treatment.

Fully discuss with patient and family the risks and ways of minimising them.

In some cases ECT may need to be administered in an environment offering a
rapid response to cardiac complications, e.g. in a coronary care unit or theatre
ante-room.

People with established cardiovascular disease are at increased risk of cardiac
complications during ECT.* Blood pressure and heart rate fall, and then rise rap-
idly, during the passage of the electrical stimulus. Intracranial pressure undergoes
a sudden brief rise, and cerebral blood flow and cerebrovascular permeability
increase. Sinus bradycardia is a consequence of vagal stimulation and sometimes
periods of asystole, or electrical silence, occur. A sympathetically mediated tachy-
cardia follows rapidly, and can result in cardiac ischaemia. Takada ez al.'" assessed
the cardiac effects of ECT in 38 people aged over 50 and found transient increases
in blood pressure and heart rate, plus a decrease in heart rate variability, but there
were no serious adverse clinical effects. Subconvulsive stimuli have been shown
to produce longer periods of bradycardia, which may be a concern when people
with established heart disease are being treated using a dose titration protocol to
determine seizure threshold.'®!” Beta blockers are a risk factor for longer periods
of asystole during ECT,?° and glycopyrrolate, or other vasolytic drugs, may be
used to attenuate the bradycardia.?! Despite these changes, most cardiovascular
complications are transient and allow successful completion of the treatment
course.”? The APA states that, in general, people with cardiovascular disease can
be safely treated with ECT."

Conditions which may present higher cardiac risks during ECT are likely to be
similar to those causing concern in relation to other surgical interventions.?? These
include recent myocardial infarct,?'?* severe valvular heart disease,?? clinically
significant cardiac dysrhythmias,® unstable angina,?' uncompensated congestive
cardiac failure?® and some aneurysms.?’”?®* ECT appears to be safe in people on
long-term warfarin,? and those with an implanted cardiac device.*
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People with space-occupying brain lesions are at high risk of neurological
deterioration if treated with ECT.?' This is thought to be due to the aggravation
of already raised intracranial pressure.’? Despite this, ECT has been used safely
for people with small, slow-growing cerebral tumours without raised intracranial
pressure, and people with a wide range of neurological conditions have been
treated successfully with ECT. This includes people with cerebrovascular diseases,*
epilepsy,** cerebral lupus,** various dementias,”>® learning disabilities,’”*® following
stroke,”® and post craniotomy.*’

Administration of ECT

A number of technical aspects of treatment are relevant when ECT is administered
to older adults with affective disorders.

Seizure threshold may rise with increasing age, potentially increasing the
difficulty of eliciting effective seizures in older people.***# ECT clinic protocols
are designed to take into account the wide range of seizure thresholds in people
presenting for treatment, and choice of anaesthetic agent needs to do so too.*
High seizure thresholds are likely to be more of a problem for older men.*#4

Following the withdrawal of methohexitone from routine ECT anaesthesia
in the UK, clinics have used several different anaesthetic agents. The effect of
propofol on seizure length, and its possible effect on seizure threshold, needs to
be taken into account in choosing an anaesthetic drug, although its popularity is
increasing.” Benbow, Shah and Crentsil* argue that the selection of anaesthetic
drug should be tailored to the individual being treated with ECT. Etomidate might
be the drug of choice when the electrical dose needed for an individual (using
another induction agent) is at the maximum level for the ECT machine in use, or
when there are side-effects with an alternative induction agent, or when the person
has severe cardiac disease.

Another important issue to consider when treating older adults is electrode
placement. The two common placements are bilateral (usually bitemporal) and
unilateral ECT.*#” There is some literature on the use of bifrontal ECT for older
adults.®® Theoretically, electrode placement avoiding the temporal regions might
minimise the cognitive side-effects of bilateral treatment, but, although Little and
colleagues* found bifrontal ECT to be clinically effective in a retrospective study
of a small group of older people, they reported cognitive side-effects in 36%,
undermining the argument in favour of using bifrontal ECT. Scott recommends
the bitemporal position for bilateral ECT in the ECT Handbook.*

Unilateral ECT is probably underused in the UK. The APA" recommends
that choice of unilateral or bilateral placement for an individual should be
based on the balance of risks and benefits, and should be made by the ECT
psychiatrist in consultation with others, but notes that the evidence for the use of
unilateral ECT is in relation to depressive disorders, rather than other conditions.
Bilateral ECT has continued to be popular in the UK but the most recent Royal
College of Psychiatrists guidelines* are probably more in line with the APA’s
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recommendations, and changes in practice in the UK may lead to an increase in
the use of unilateral treatment. In mania bilateral ECT is preferable.*’

A number of authors!®**°172>35% have reported that increasing age is related to
more complications, poor health status and greater number of medications. Sobin
et al.” reported a similar relationship between pre-existing cognitive impairment
and scores on memory impairment after treatment. Thus close monitoring of
physical and cognitive state is recommended for older adults undergoing a
course of ECT.’® People who are known to have memory problems prior to a
course of ECT are likely to be at risk of developing cognitive side-effects during
treatment’’ and modifications to treatment technique might be helpful, e.g. choice
of anaesthetic drug, consideration of unilateral treatment, changes to concurrent
medication. In UK clinics the ECT consultant will advise prescribing psychiatrists
on these technical issues.

Adverse effects of ECT

Mortality
The APA Task Force Report? estimated the ECT-related mortality rate as 1 per
10,000 patients or 1 per 80,000 treatments. Against this must be set the risks
involved in not having ECT, and, for some people, morbidity and mortality rates
with ECT may be lower than with some antidepressive drug treatments.’® In ad-
dition, Abrams® pointed out that the death rate associated with ECT is lower than
the spontaneous death rate in the general population of the United States. Thus,
despite the fact that ECT is often used for older adults with concurrent major
medical illnesses, it is regarded as a low risk procedure with a mortality rate similar
to that of anaesthesia for minor surgical procedures.’®® The main areas of concern
are cardiovascular and pulmonary complications® — potentially causes of death
and serious morbidity. ECT clinic protocols and procedures aim to identify people
who are at high risk, to ensure that they are carefully assessed and, wherever
possible, actively treated to minimise risk prior to ECT, and that they are closely
monitored during the administration of ECT in an appropriate treatment setting
which will allow rapid intervention if complications occur.”®

Some drug treatments lower seizure threshold: this has been used therapeu-
tically by administering caffeine or theophylline to people who have very high
seizure thresholds.” Concurrent medical conditions may also lower seizure thresh-
old, e.g. electrolyte imbalance.® Prolonged seizures and status epilepticus are more
likely to occur in these groups, and non-convulsive status epilepticus following
ECT may be difficult to diagnose. One advantage of routine EEG monitoring is
to show whether or not seizure activity has ceased.”’

Effect on cognitive functions

Adverse effects are a major concern, and the effect of ECT on cognitive function
is a particular concern when treating older adults. During pre-ECT assessment
any factors which place an individual at increased risk of adverse effects will be
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identified and discussed with them and their families, along with any means to
decrease the risk. For example, a person with concurrent Alzheimer’s disease,
who, along with other people with a dementia, would be regarded as having an
increased risk of developing cognitive side-effects during a course of ECT "¢+
might be advised to have unilateral rather than bilateral treatment, in order
to minimise the effect on cognition. In contrast a person with existing cardiac
disease, who is assessed as at high risk of cardiac complications during treatment,
might be treated in a cardiac care unit with specialist staff present and advised
to have bilateral ECT, rather than unilateral, in order to minimise the number of
anaesthetics required over the course of treatment.”®

Many people having ECT are concerned about its potential effect on their
memory. ECT can affect memory for events which occurred before treatment,
retrograde amnesia, and memory for events which take place after treatment,
anterograde amnesia. New learning and non-memory cognitive functions (e.g.
intelligence, judgement, abstraction, etc.) are unaffected. The most prominent
cognitive side-effects occur immediately post-ictally, when people experience a
variable period of disorientation, associated with impaired attention, memory
and praxis.” These effects are normally short-lived. People taking concurrent
psychotropic drugs, and those with pre-existing cognitive impairment or
neurological conditions, are at increased risk of developing acute confusional states
between treatments. When this occurs, modifications to treatment technique may
lessen the confusion. Post-ictal delirium® is rare, and presents with restlessness,
aggression or agitation in the early stages of recovery: it responds to benzodiazepine
treatment.

The relationship between ECT and memory is complicated: depressive illness
and many psychotropic drugs affect memory,’ and ECT technique affects both
type and severity of adverse cognitive effects. Increased cognitive side-effects are
associated with the following treatment parameters:

+ sine wave treatment (now obsolete in UK practice)

» bilateral electrode placement

> high stimulus intensity in relation to individual seizure threshold
short inter-ECT interval

some concomitant drug treatments (including lithium)

high doses of anaesthetic medication.

v v o

Thus technical aspects of ECT which might be expected to decrease cognitive
adverse effects include:

+ changing sine wave to brief pulse stimulation

» using unilateral (rather than bilateral) electrode placement

+ lowering stimulus intensity in relation to individual seizure threshold

» lengthening the inter-ECT interval

> decreasing or stopping relevant concomitant drug treatments

+ reducing anaesthetic drug doses (where possible).
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Cognitive side-effects of ECT have been extensively studied: the Systematic
Review of the Efficacy and Safety of Electroconvulsive Therapy*’ and the American
Psychiatric Task Force Report? both reviewed the literature on this topic. In the
case of older adults with severe depressive illness, they may well have problems
on memory testing prior to treatment, and tests of memory carried out after ECT
may show improvement, presumably because the memory deficits associated
with depression have improved in response to treatment.®”% Weiner® highlighted
the complex relationship between objective and subjective memory impairment.
Although a small proportion of people complain of persisting memory difficulty
after treatment and may have persisting loss of memory for events during the
period before, during and after ECT,”*"! objective memory impairment (as
demonstrated on objective tests) is generally reversible after conclusion of the
ECT course.

Other adverse effects

Some people suffer from headaches, muscular aches, drowsiness, weakness, nausea
and anorexia post ECT, but these are usually mild and respond to symptomatic
treatments.”? If a person experiences recurrent headaches after ECT, they may
benefit from prophylactic treatment, e.g. with aspirin or a non-steroidal anti-
inflammatory drug, immediately after ECT. Rarely, adverse psychological reactions
to ECT develop, and may involve the person developing an intense fear of
treatment.” Support and information is critical in preventing and managing this
side-effect of treatment, and is, in any case, good practice.

Efficacy of ECT

It is useful to consider treatment response (short-term prognosis) and relapse and
recurrence (longer-term prognosis) separately.

Treatment response (short term)

Van der Wurff et al.™ reviewed the efficacy of ECT in depressed older adults, but
found that of 121 studies only four provided randomised evidence. They iden-
tified 10 naturalistic prospective studies which gave immediate response rates
to treatment ranging from 55% to 85%, and 14 retrospective studies, which
gave immediate response rates varying from 48% complete recovery to 92%
improvement. The authors concluded that results of naturalistic and retrospective
studies show ‘impressive response rates’ for immediate treatment outcome,
despite the fact that many of these older people treated with ECT had failed to
respond to antidepressive drugs; they stressed, however, that this is based on non-
randomised evidence.

Longer-term prognosis (relapse and recurrence)
Longer-term efficacy of ECT in older adults with depression is less well established.
Older people with depressive illness have a shorter interval to recurrence after
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treatment of an index episode, and some authors argue that depression in older
adults is equally responsive to initial treatments but has a poorer long-term
course.” Van der Wurff and colleagues’™ were unable to draw conclusions about
the longer-term efficacy of ECT. Huuhka ef 2.7 reported a 43 % rehospitalisation
rate at 12 months. Flint and Gagnon,' in their review of naturalistic studies of
the use of ECT in late-life depressive illness, concluded that 50% of patients or
more will relapse within 6 to 12 months post ECT. The clinical implication of
these findings is that more prolonged antidepressive treatment will be needed
following a course of ECT and, in practice, combination treatments should be
considered, e.g. use of a mood stabiliser in combination with an antidepressive
drug, or pharmacological and psychological treatment combinations.

In an interesting paper, McCall ez al.”" recently reported that ECT is associated
with improved health-related quality of life, both within a few days of completing
a course of treatment and at 24 week follow-up, and argue that their findings
support an association between ECT and net health benefit in depressed people
whose illnesses remit.

Continuation treatment following ECT

The high relapse rate among older adults with depressive illness following a good
short-term response highlights the need for ongoing treatment at the end of the
course. This continuation treatment aims to prevent relapse in a group which
can reasonably be regarded as at high risk of relapse. The optimal approach to
continuation of treatment following ECT is open to debate (and awaits further
research). It would be logical to approach individual treatment plans following
ECT by considering the options for pharmacological, psychological and social
treatments, bearing in mind past treatment history. Many clinicians would aim to
change antidepressive drugs which an individual has not responded to prior to
ECT to an alternative, or consider using a combination of treatments in people
who have a history of repeated episodes of depressive illness.

The use of continuation ECT in the UK is controversial. NICE® stated that
maintenance ECT is not recommended in depressive illness, on the grounds
that they consider longer-term risks and benefits have not been established. The
existing literature relies on case reports and naturalistic descriptions. Continuation
ECT is used to prevent early relapse after an index episode of illness (commonly
over the first six months of remission), and maintenance ECT is used to prevent
further episodes.”® The APA” recommended that ECT facilities should offer
continuation ECT in the following circumstances:

+ history of ECT responsive illness
+ patient preference for ECT or resistance/intolerance of drug treatment
» the patient is able and willing to comply with the treatment plan.

In the ECT Handbook, Barnes™ offers a sample protocol, but notes that there are
no evidence-based guidelines for its use.
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Developing treatments

Repetitive transcranial magnetic stimulation (rTMS)

tTMS is a treatment for depressive illness using subconvulsive stimuli to target
specific regions of the brain which might be involved in depression and to spare
areas likely to be involved in side-effects. It relies on pulses of electro-magnetic
currents which are excitatory at high frequency (>5 Hz) and usually inhibitory
at low frequency (1 Hz). Early studies were promising but the efficacy of rTMS
is modest in treatment of depressive illness so far and only a small percentage of
patients achieve remission with a high rate of early relapse. The role of rTMS in
older adults with depressive illness is not yet established,””® and one systematic
review®' concluded that the bulk of available evidence showed no effect on
depressive symptoms in older adults. Work continues to develop rTMS, but it is
not available in routine clinical practice in the UK.

Vagal nerve stimulation (VNS)

VNS is used in the treatment of intractable epilepsy, and involves surgical implanta-
tion of a stimulator attached to the vagal nerve. Adverse effects include hoarseness,
throat pain and abnormal wound healing. It has been used for treatment-resistant
unipolar and bipolar depressive illness,® but is still under development and
definitive evidence of its efficacy is still lacking.®>®

Magnetic seizure therapy (MST)

MST uses transcranial magnetic stimulation to induce a seizure. In theory it should
have advantages over ECT as it allows potentially greater control over the site and
extent of stimulation. It has been suggested that it might be more acceptable to
patients and have less effect on cognitive function, but it is still under development
and a clinical role for MST remains to be established.®*

The future?

New treatments are being developed which use non-convulsive stimuli or novel
means of inducing a seizure, but their clinical roles are not yet established. Thus,
despite the wide range of pharmacological agents available to treat affective illness
in older adults, ECT continues to have an important role in psychiatric practice.

KEY POINTS

» The main indication for ECT in older adults is severe depressive illness but it
is still used occasionally for severe/drug-resistant mania.

» Concurrent physical illness (especially cardiovascular or pulmonary) may
increase the risk of complications during treatment.

» The adverse effect of ECT on cognitive function is of particular concern for
older people.
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» Immediate treatment response rates to ECT in older people are high but
longer-term efficacy is less well established.

» Novel treatments under development do not currently offer alternatives to
ECT in clinical practice.
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CHAPTER 7

Psychotherapy with older people

IAN ANDREW JAMES

Introduction

The literature on treating depression in older people informs us that they can
not only benefit from psychotherapy,'? but in some situations may show better
outcomes than their younger counterparts.” The present chapter provides a brief
review of the area, guiding the reader to texts that offer specific guidance on the
use of psychotherapies with older people. Prior to discussing the different forms
of psychotherapy from an evidence-based perspective, an overview of the nature
of depression is presented, highlighting the difficulties faced by patients and
therapists during treatment. A number of the evidence-based treatments are then
described, followed by a review of the adaptations required to treat older people.
In the final section, a case example is used to illustrate some therapeutic processes.
The patient described in the case study was treated using interpersonal therapy
(IPT); however, a cognitive behaviour therapy (CBT) framework is provided by
way of contrast.

Nature of depression

The nature of depression may be conceptualised in terms of a number of domains.
For the purposes of the present discussion, the focus will be on: neurotransmitters,
brain localisation, information-processing biases, intrapsychic features, and
interpersonal changes.

Neurotransmitters have been discussed in detail in other chapters within this
book, as these are generally the targets of psychotropic medication. In contrast,
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less attention has been paid to the changes frequently found in brain functioning
as observed by scanning techniques.* Of particular interest to therapists’ are the
changes occurring within the frontal lobes, leading to dys-executive symptoms
as these have a direct influence on therapeutic processes. The frontal lobes,
situated in the anterior of the brain, govern many high-level intellectual processes
including problem-solving skills, conscious processing, and abilities to sustain
and shift attention. Disruption to this area as a result of low affect may lead to a
deterioration of these processes, but also to changes in personality (disinhibition,
irritability, egocentricity, loss of insight); behaviour (loss of initiative) and emotions
(lability, anxiety, frustration, anger).® Psychometric studies of people experiencing
depression also reveal marked information-processing deficits. Some of these
deficits can be related directly to frontal lobe dysfunction, but others, such as
marked memory problems, demonstrate the more diffuse impact of depression.” In
addition to these features, depression often leads to changes in people’s self-image,
their view of the world and of themselves. Such intrapsychic changes tend to be
negatively biased, and the emerging perceptions tend not to be open to rational
re-evaluation. Furthermore, depression typically interferes with people’s abilities
to maintain interpersonal networks, and those suffering from depression may
often begin to avoid others or fail to find pleasure in other people’s company.

TABLE 7.1 The experience of depression: features that need to be acknowledged during
treatment

low mood sleep disturbance

comorbid anxiety concrete thinking

negative thinking lack of motivation

hopelessness memory biases

withdrawal/avoidance negative information biases (catastrophising, magnifying)
low sense of worth interpersonal difficulties

agitation behavioural features (withdrawal

poor concentration
poor attention
poor problem solving

other executive problems

The utility of conceptualising depression in terms of these different domains helps
one to appreciate some of the experiences a person with depression is coping with
when he/she comes for treatment. These experiences have been summarised in
Table 7.1. Thus, from a therapist’s perspective, it is important to appreciate that
any therapy offered must take account of the executive and memory difficulties,
the poor motivation, limited attentional capacity, biased thinking and interpersonal
difficulties. In short, one must choose a therapeutic model that has the appropriate
rationale, structure and process features to deal with the symptoms of depression.
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Some of the potential therapies that could be offered are described in the following
sections.

Therapeutic models

There are a host of different forms of therapy aimed at treating the affective dis-
orders.® The effect-size of 0.78 for psychological interventions in relation to placebo
or no intervention compares favourably with medication.” Indeed, a recent review
of 89 controlled studies demonstrated that psychotherapy and pharmacotherapy
were similarly effective for the treatment of depression in older people. Further, in
less severe forms of presentation, psychotherapy may be more effective.'’ Figure 7.1
presents a genealogy of the psychotherapies; it does not attempt to detail the
complexities within each of the schools. For example, psychoanalytic therapy
is not differentiated into its main sub-schools: Freudian, Jungian, Kleinian or
Adlerian. While most psychotherapies can trace their ancestry back to Freud,"
many of them are now radically different in terms of theory and structure from the
analytic framework. Some of the approaches have developed out of dissatisfaction
with existing models; for example Beck, the originator of CBT, became unhappy
with the psychoanalytic approach. Others have attempted to combine ‘key’ aspects
of divergent models (e.g. cognitive analytic therapy'?). Each approach has its own
advocates. However, the National Institute for Health and Clinical Excellence®
guidelines support the use of only a few of the psychotherapeutic treatments in
relation to depression.

NICE advocate using a stepped-care approach for the treatment of depression,
suggesting that the brief and simpler treatments should be offered prior to any
of the more intensive and invasive approaches in cases of mild to moderate
depression. Thus for mild to moderate depression, self-help programmes and
problem-solving/brief therapies are suggested. For the more severe presentations,
CBT and interpersonal therapy (IPT) are recommended, usually in conjunction
with the appropriate pharmacological treatments. Psychodynamic therapy'* is
suggested for the complex comorbid conditions that may present along with the
depression. The NICE guidelines, although criticised for omitting studies on
older people,” are broadly in keeping with the conclusions of three systematic
reviews conducted on the use of psychotherapies for older people.?!®” The
recommendations of these reviews are similar to those offered for ‘working-aged’
adults, apart from their greater emphasis on the potential benefits of reminiscence
and life-review therapies'® and family and group therapies."”

Nature of the different therapies

The various therapies target different aspects of depression in order to promote
change. In Table 7.2, a number of evidence-based interventions are described
for the treatment of depression in older people. Their inclusion is based on the
guidance suggested by NICE,” and the reviews of effective treatments of older
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TABLE 7.2 Evidence-based psychotherapies for treating older people

Type of therapy

Mechanism of change

Suitability criteria and training

Evidence for
older adults

CBT: The chaotic experience of
depression is conceptualised, assessed
and treated in terms of four interrelated
features, aka the depressive cycle:
depressogenic thoughts, behaviours,
physical sensations and feelings.
Particular attention is paid to the role
of negative thinking and often to the
core beliefs that underpin them. It is
hypothesised that dysfunctional core
beliefs are formed in childhood, and
function as ‘Achilles’ heels” with respect
to the adult, making her vulnerable to
depression under the appropriate setting
conditions.

IPT: People are social beings, and
disruptions to people’s social networks

can both trigger and maintain depression.

This model conceptualises the onset of
depression in terms of losses, resulting
from one of four sources: grief (death),
life transitions, disputes, social skills
deficits. The approach attempts to
re-establish good social skills and
networking that may have triggered and/
or become disrupted as a result of the
depression.

The patient is socialised to the
model. Once having developed an
understanding of the depression

in terms of the cycle, the patientis
helped to re-evaluate her thoughts

and dysfunctional belief systems.
Behavioural and educational
programmes are used to both
disrupt problematic actions and
facilitate new learning.

The onset of the depression is
identified, and the subsequent
changes to the patient’s
interpersonal network are
assessed. The impact of the
changes are acknowledged and
‘mourned’ where appropriate.
Problem-solving techniques are
then employed to re-establish
or create a fulfilling and worth-
enhancing social life.

Suitability: Safran and Segal®’ provided
empirical evidence for 10 suitability
factors (e.g. ability to access thoughts,
emotions, acceptability of the model,
adherence in session, homework
compliance, etc.)

Training: There are a large number
of courses around the UK. The ‘gold
standard’ courses are typically nine
months long, part-time diploma/MSc
programmes. The trainees receive
weekly supervision and teaching.

Suitability: No specific suitability
criteria set. Originally designed
specifically for unipolar depression,
although currently used for a wider
range of affective disorders.

Training: Initial training involves a
three to four-day teaching programme,
followed by a term of structured
supervised work that provides
‘Practitioner’ status.

1,2,3,4,5*

A large no.
of quality
studies,
conducted
by a number
of different
research
groups.

1,2,3,4,5*

Moderate
evidence, but
little support
foruse as a
stand-alone
therapy.
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Type of therapy

Mechanism of change

Suitability criteria and training

Evidence for
older adults

Self-help: Self-help programmes are
based on ‘written materials’ (books
leaflets), audio- or video-taped material
or computer programs designed to meet
therapeutic needs. The programmes can
be supported by either face-to-face or
‘phone contact with a therapist, and may
be delivered on an individual or group
basis. The latter versions are usually
termed ‘guided self-help’ programmes.*®

Psychoanalysis: Early negative
experiences retard emotional
development, resulting in the expression
of immature impulses and desires.

This produces conflicts between reality
and the patient’s ideals and standards.
The resulting tensions, feelings of
helplessness and depression invoke
protective mechanisms (e.g. repression,
projection, reaction formation). These
protective mechanisms themselves tend
to become dysfunctional, interfering
with the person’s decision making
abilities. Hence, the patient may perceive
himself as acting maturely, although the
emotional processing of the situation is
that of a child.

These are usually based on CBT
principles and include guidance on
CBT change techniques.*

The aim of every session is to put
the patient in touch with as much
of his true feelings as he can bear.°

This is done by careful inspection
of the patient’s past, promoting
insight regarding the mannerin
which impulses and desires are
impacting on attitudes, actions,
goals and relationships.

Main goal is to increase awareness
and insight into the unconscious
processes leading an individual

to repeat past experiences and to
institute corrective experiences
through the interaction between
client and therapist.*!

Suitability: NICE guidelines
recommend its use for mild to
moderate depressive disorders.

Training: None specified, although
specific packages are named, e.g.
NICE support use of ‘Beating the
Blues’ computer package.

Suitability: Thus the therapist needs
to judge: i. The degree to which the
patient is already in touch with his
true feelings; ii. The nature of the
hidden feelings of which he is not
aware; iii. How close these feelings
are to the surface; iv. The degree of
anxiety with which they are invested;
v. The patient’s capacity to bear it.*? It
is recommended for trauma, grief and
adjustment disorders.®®

Training: Due to the interpersonal
stance of the therapist, it is necessary
to undertake specialist training

which usually involves personal
psychoanalysis and the supervised
treatment of a number of patients.

2,4

Relatively
little
evidence in
the older
people area.

1,2,4*

Evidence

in terms of
brief analytic
form of the
therapy.

A small
number

of studies,
conducted
mainly by
one group of
researchers.

(Continued]
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Type of therapy

Mechanism of change

Suitability criteria and training

Evidence for
older adults

Psychoanalysis (continued)

The evidence base mainly comes from
brief psychoanalytic therapy (BDT)
trials. BDT is generally limited to 15-20
sessions.

Life review therapy: Sometimes referred
to as reminiscence therapy, involves
undertaking a structured evaluative
approach of a patient’s history. However,
caution is needed as meta-analytic
studies have failed to identify a unitary
approach.?!

Mechanisms are unclear; however,
life review often emphasises the
need for past evaluation, with
resolution of past conflicts. Knight*
suggests some similarities with
grief work.

Suitability: Developmentally
appropriate for older people with and
without dementia.

Training: Regular workshops from
various sources throughout country.

1,2,4,5*

A small
number

of studies,
requiring
replication.

*1 Randomised trials; 2 Comparisons with other therapies/placebo/wait-lists; 3 Comparisons with antidepressants; 4 Use as stand-alone therapy; 5 Use with

people with dementia
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people provided by Scogin et al.'” and Mackin and Arean.'® As one can see, the
mechanisms of change differ markedly between the various methods, ranging
from re-evaluating thoughts to problem solving and promoting insight. Even so,
they have all been shown to be effective in the treatment of geriatric depression.
Of note, when the psychotherapeutic treatments have been compared head to
head, there is often little evidence to suggest that any one is better than the other.*®
Some clinicians have suggested that such equivalence reflects the important
role of ‘therapeutic alliance’ as being the primary mechanism of change; its role
may be more relevant when working with older people.? Despite this notion
of equivalence, it is important to stress that the quality of evidence regarding
treatment effectiveness with respect to older people is poor, with only CBT
interventions having been assessed thoroughly.

Adaptations for older adults

A number of texts have been written on how to adapt therapy for older people.
Such guides generally suggest the use of a slower-paced approach, shorter sessions,
a more concrete communication style, and repeated presentation of key materials/
concepts. They often also suggest that one should employ strategies to support
people’s sensory impairments and memory deficits (tape recordings, bibliotherapy,
cue cards and pictures), and encourage the assistance of families and advocates
in the treatment programmes.*’ Laidlaw e al.?® stress the importance of spending
time socialising the patient into the therapeutic model, and consider it helpful
initially to use an educative approach. It is relevant to note, however, that based on
the depression-related deficits outlined in Table 7.1, the adaptations just described
for older people seem appropriate for the treatment of anyone suffering with
depression.?® To reinforce this issue, presented below are a list of strategies written
for a general text on depression.” As one will see, there is much overlap with these
adaptations previously suggested for working with older people.

The following therapeutic strategies were developed to deal with the deficits
outlined in Table 7.1.

Poor concentration — Reduce complexity of therapeutic material, shorten ses-
sions, only cover a few topics within a session, use frequent feedback. Frequently
check patient’s understanding of the material covered, and pace session according
to patient’s needs. Use therapeutic breaks within session.

Poor attention — Provide feedback frequently and summarise and chunk relevant
information. Elicit feedback. Use simple diagrams and use written materials to
reinforce concepts, but avoid being abstract. Remove any environmental distractors
(e.g. may need to close windows to prevent extraneous noises).

Poor memory — Prevent overloading of the patient’s short-term memory. Ensure
that information is provided in a paced manner. Repeat main therapeutic concept
frequently to help consolidate material and facilitate encoding. Avoid blaming the
patient for an inability to recall either positive events or coping strategies from the
past, as such difficulties are a feature of their executive problems.

2,45,46
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Poor problem solving — Reduce problems into component parts in order to
simplify tasks. Patients may need a great deal of guidance until they can engage
in a more collaborative approach. Use behavioural experiments to re-energise
problem-solving skills. The experiments need to be set up sensitively, so even if
the patient is unable to carry out activities, he/she will learn something about his/
her depression from having attempted to engage in them. Keep tasks simple; it is
important that therapists acknowledge their roles in the therapeutic problems (e.g.
“The reason you had difficulties was because I didn’t explain last week’s homework
task well’).

Case illustration

The next section provides a case study of a man suffering from late-onset depression
who was treated using IPT.* The IPT formulation is presented alongside a CBT
framework in order to highlight the differences in the conceptualisations. These
two models have been selected owing to current levels of evidence supporting
their use.*

CASE HISTORY 7.1

Background to the case: Mr M, a 71-year-old widower, had a seven-
month history of depression and 18-month history of mild-moderate
cognitive difficulties resulting from a cerebrovascular accident. On ini-
tial psychometric assessment, Mr M scored in the moderate to severe
depression ranges on both the Beck Depression Inventory®® and the
Hopelessness Scale.’! He also showed deficits in memory and on tests
requiring sustained attention and concentration. Initially, he attended
the hospital’s Elderly Day Unit (EDU] for a full assessment and to provide
social contact. Unfortunately, he found it difficult to settle, stating that
he preferred the company of ‘real blokes’ - men who could talk about
football. In a discussion with his family, his daughter said that he was very
lonely and was desperate to meet ‘like-minded’ people. His daughter, with
her two teenagers, had tried to help lift the loneliness by cohabiting with
her father. Unfortunately, this had resulted in major intergenerational
conflicts.

Prior to the present difficulties Mr M had been a market trader,
travelling all over the North East of England with his stall. He was forced to
retire at the age of 70, when his family recognised his memory difficulties.
He was a widower of 10 years’ standing, with two sons and two daughters.
His sons were former employees of their father in the family business.
They had recently taken over his stalls and expanded his business. He had
a history of heavy alcohol use, although a stomach disorder had curtailed
his drinking. This abstinence was problematic, however, as his social
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life was centred around the local pub. It is noteworthy that he was not
prepared to go to the pub and drink non-alcoholic beverages.

Owing to his good level of insight, it was decided to engage him in
therapy. Mr M’s difficulties can readily be formulated within a CBT model
(see Figure 7.2); such a framework is presented below.

CBT perspective

Figure 7.2 represents Mr M’s CBT conceptualisation. The background features
(i.e. personality, history, etc.) provide a context to his current mood state. His
interpretation and reaction to the trigger (his son’s visit) was influenced by his
biased style of thinking — and this was affected by the degree of impairment
resulting from both his vascular problems and affective states (see Table 7.1). Owing
to his problem-solving difficulties, his ability to effectively deal with the triggering
situation was lessened. Indeed, in the current situation he was unable to think of
his son’s visit in a balanced way; he interpreted the event as the son feeling sorry
for him and used this as further confirmation of his own uselessness. Thus, Mr M’s
sense of self-efficacy was reduced, leading him to feel depressed and consequently
causing him to withdraw even more. The latter feature is compounded by the fact
that he thinks that he is not going to meet any ‘like-minded’ people, and so he
thinks that there is no point in attempting to socialise.

Based on the above formulation, an integrated set of cognitive and behavioural
strategies would need to be developed for Mr M in order to promote his sense of
worth. For example, the CBT work would typically attempt to (1) educate him
about the thinking biases maintaining his depression, (2) increase the flexibility
of his thinking, which at present is rigid and inflexible, (3) help him to accept the
changes in his life (e.g. de-couple his association between worth and work), and
(4) assist him to develop some new goals and mechanisms by which to obtain a
sense of worth (e.g. develop his growing interest in computers; renew his interest
in snooker, a game he had previously excelled at). The behavioural work would
encourage him to start interacting with others. In the actual case, when one
examined his interests more widely, it was evident that he liked gardening; a topic
that he was prepared to speak about with others — even women. The behavioural
work would also try to motivate him to re-establish his visits to the local pub. Such
work would clearly require him to re-evaluate his current inflexible view: ‘If you
can’t drink ale, you can’t go to the pub’.

The next section examines the utility of the IPT conceptual framework for
Mr M.

Interpersonal therapy (IPT) perspective

In IPT, depression is viewed as a medical illness. The patient is recommended to
take up the ‘sick role’, providing him with allowances such as relief from certain
obligations (e.g. looking after the grandchildren), but also expecting him to
participate actively in therapy and work towards recovery. Attempts are also made
to link the depressed feelings to the patient’s interpersonal context.” In the case of
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Personality

Achiever, dominant. Rigid
style of thinking, holding
numerous inflexible beliefs.

History For example: ‘If I'm not the

Heavy drinking; boss, | don’t want to know’; Environment
independent Women haven't got anything Isolating self at
successful worthwhile listening to’; ‘Real home; sharing
businessman; men talk sport’; ‘If I'm not house with
widower; head of working, I'm a burden’; daughter and
family; retirement. ‘ am useless’. grandsons.

L. Cognitive difficulties
Psychiatric history

Poor memory;
problem solving
deficits; difficulties

No previous history
of psychiatric

Physical
Stomach disorder.

problems. remembering

people’s names.

Note that his
normal coping
strategies (e.g.
ability to think
in a balanced
way) are also
hampered by
cognitive biases
resulting from
his depression.

Trigger for today’s drop
in mood
Son visited him on way to
work. Following visit Mr M
became low and went to bed
saying he was worthless and
pathetic.

Negative Thinking Triad
Self: "My son really thinks I'm pathetic, | can tell by the way he
looks at me’; ‘They've done so well without me, I'm a failure’.
Life: "My family don’t need me.’
Future: 'I'm a burden.’

Emotions Physical
Depression, shame Agitation problems

Behaviour
Withdrawal

FIGURE 7.2 CBT conceptualisation of Mr M.
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Mr M, the first step was to identify a ‘focus’ or key domain (i.e. the domain most
strongly associated with the szart of the depression). In IPT there are four potential
domains: transitions, grief (death), interpersonal conflict, interpersonal deficits. A
description of the material relevant to each domain is described below.

Transitions: Mr M was experiencing difficulties in both accepting retirement
and coping with the new living arrangements. In addition, his decision to stop
drinking alcohol had removed his main form of socialising. Note that he had not
become depressed after becoming aware of his memory difficulties, suggesting
this was not key to the onset of the depression. On balance, the transition that
seemed to be the most strongly associated with the start of the depression was the
retirement. As a consequence of this transition, Mr M had experienced a series
of losses: the structure provided by his work; his status within the family; social
contacts at work and in the pub.

Grief: Mr M had not recently experienced any actual deaths that could explain
this depressive episode.

Interpersonal conflict: Some conflicts had developed at home between him, his
daughter and her family. However, as the depression preceded the cohabitation, it
was not considered a focus area.

Interpersonal deficits: Mr M had a rigid and domineering style, but, despite
this, he had been able to make and maintain friendships prior to his depression.
So this was not regarded as a key domain. However, it is relevant to note that
owing to his memory problems, Mr M had lost some confidence in his ability to
communicate effectively.

As one can see there is a great deal of inter-domain overlap. However, in IPT, a
single domain is usually agreed upon as being central to the depression. Once hav-
ing established a main conceptual focus, a framework is developed (see Figure 7.3),
which forms the basis of the interventions.

When focusing on transitional difficulties, the main goals of therapy are typi-
cally: the mourning of the loss(es) of the old role; helping the patient to see the
new role as positive, and trying to restore self-esteem within the demands of the
new role.”” In the case of Mr M, who was actually treated using IPT, a treatment
plan was collaboratively set with the help of the family. The first treatment
strategy was an attempt to resolve the interpersonal losses that he had experienced
since retiring. Mr M’s family agreed to meet regularly at the house, or pub, and
consult him about work and family matters. It was stressed that it was important
that his sons visited, and demonstrated that they respected their father’s views.
The family also contacted some of his old friends, who had also retired, and
found that they had started to spend some of their time at the local social club.
Indeed, it transpired that two of his mates went to play snooker at the club. The
first target was therefore to encourage him to attend this club. A further goal
was to resolve the difficulties with the living arrangements. After a number of
unsuccessful strategies had been abandoned, the most effective solution to the
dilemma was to designate certain areas of the house as ‘no-go’ zones for the
grandchildren.
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Pre-morbid
Active lifestyle; meeting many people through work.
A dominant individual, successful businessman, head of family.
Socialising by drinking alcohol with people in the pub.
Rigid thinker, and often inflexible in his attitudes.

Y
Ongoing decline in health and cognitive status
(memory problems, sensitivity to alcohol].

A4
Transition
Retirement

Consec;uence
No longer meeting people.
Collapse of his interpersonal network associated with work.
Loss of status within family.
Social withdrawal and avoidance.

Feelings
Depressed, hopeless, bored, apathetic, shameful.

Other important factors occurring as a consequence of depression
¢ Daughter moved in, and major difficulties occurring with grandchildren.
* Sons busy building business, and rarely visit their father.

It is relevant to note that although the memory difficulty was an
important feature, it was regarded as a contextual issue in terms
of Mr M’s low mood. The actual trigger to the depression was his
retirement, and the associated interpersonal consequences.

FIGURE 7.3 IPT conceptualisation for Mr M.

It is relevant to note that the type of interventions used with Mr M would
be wholly in keeping with a CBT approach. Indeed, one could argue that any
good CBT treatment programme would have addressed the interpersonal issues
discussed above. However, it would be incorrect to label the present work as CBT,
owing to the fact that the patient was not socialised to the cognitive framework,
and the treatment was not underpinned by the cognitive rationale.

In the present case, IPT was the treatment of choice based on the following
four reasons.

1 He scored poorly on the Safran and Segal’’ CBT suitability scale — issues of
rigidity and acceptance of the cognitive rationale were problematic.
2 IPT provided a better way of representing his interpersonal difficulties. For
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example, it highlighted the conflicts associated with him both wanting and
rejecting company, and the family problems to do with his grandchildren.

3 He seemed to display a high level of insight into his interpersonal problems.
Indeed, despite his memory difficulties and problems generalising material from
session to session. Mr M was aware that part of his difficulty was his reluctance
to re-engage in social activities. Hence, while he sometimes struggled to recall
the specifics of what had been talked about in the previous sessions, due to the
fact that the focus was always interpersonal, he could quickly reorient himself.
To this end, he did not need to be socialised into a new way of understanding
his dilemma; he already had good insight in this respect. Hence, the focus of
treatment could quickly move to increasing his social support, rather than
helping him to understand why he felt so bad.

4 TPT was also used because it is a relatively simple model compared to CBT.
As mentioned earlier, a good CBT formulation is likely to incorporate many,
although not all, of the aspects identified in IPT. However, in some situations
the simpler approach offered by IPT is an advantage. Despite this, one must be
a little cautious about professing IPT’s general utility, as an analysis of the two
approaches suggests that many of the effective ingredients of IPT are cognitive-
behavioural in nature.’* Albon and Jones’s study suggested that although the
foci between CBT and IPT were clearly different, the nature of the interactions
between the therapist and patient within the therapy may be very similar.>

The case example illustrates the use of CBT and IPT, but clearly other forms of
psychotherapy could have been employed, each formulating the case in a different
manner. For those interested in comparing and contrasting formulation models
used with older people, a number of texts now exist in the area.”>>° The case also
illustrates that the interventions developed for older adults are rather similar to
those used with other patient populations.

Conclusion

This chapter has examined the evidence-based therapies used for treating de-
pression in older people. From the findings of a number of critical reviews, it is
clear that psychotherapy can be effective. Research also informs us that it is both
valued by older adults’” and often preferred to antidepressants.’®*” Despite such a
positive perspective, it is evident that more controlled trials are needed to test the
efficacy of the treatments, and particularly their long-term impacts. A limitation
of this chapter, and of the topic area in general, has been the lack of attention paid
to the more complex presentations. For example, bipolar depression has not been
discussed. It is relevant to note, however, there is a growing psychotherapeutic
literature on this topic®® providing patients with education, monitoring techniques
and relapse prevention strategies. However, as yet there is relatively little evidence
that much can be done psychotherapeutically during the acute phase of the illness.
In addition, this chapter has not addressed depression associated with comorbid
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conditions, including dementia*** and physical health problems (diabetes, heart
disease, asthma, arthritis).®® It is also relevant to note that most of the studies
outlined in this review have been conducted within academic settings, which raises
questions to their applicability to clinical contexts. It follows that more research is
required in relevant field settings.

On a systemic level, more work is needed to educate patients, the public and
health professionals about depression in old age. Despite some people’s perspec-
tives, depression is not a natural consequence of becoming ‘old’. In addition to
improving people’s knowledge bases, increased efforts are needed to remove
some of the barriers to treatment. For example, in many situations basic practi-
cal difficulties should be addressed, including improving transportation and
making better use of outreach programmes. Furthermore, there is clearly a need
to target specific groups who are currently under-represented in our clinics. As
such, strategies need to be implemented regarding some of the cultural issues and
communication difficulties that may facilitate the greater use of psychotherapeutic
services.

KEY POINTS

» The psychotherapies are effective at improving depression in older people.

» Recent evidence suggests that psychotherapy is as effective as
pharmacotherapy in the treatment of depression, and may be more effective
in the treatment of mild unipolar depression.

» The NICE unipolar depression guidelines favour cognitive behaviour
therapy and interpersonal therapy for the treatment of mild to moderate
presentations, but the guidelines do not provide detailed guidance for older
people.

» There is a dearth of good quality, rigorous studies in the area.

REFERENCES

1 Hartman-Stein P. An impressive step in identifying evidence-based psychotherapies for
geriatric depression. Clin Psychol Sci and Pract. 2005; 12(3): 238-41.

2 Zalaquett CP, Stens A. Psychosocial treatments for major depression and dysthymia in older
adults: a review of the research literature. | Couns Dev. 2006; 84(2): 192-201.

3 Walker DA, Clarke M. Cognitive behavioural psychotherapy: a comparison between
younger and older adults in two inner city mental health teams. Aging Ment Health. 2001;
5(2): 197-9.

4 Drevets WC, Raichle ME. Positron Emission Tomographic Imaging Studies of Human
Emotional Disorders. Cambridge, MA: MIT Press; 1995.

5 James IA, Reichelt FK, Carlsonn-Mitchell P, e# a/. Executive functioning in depression.

] Cogn Psychother. In press. (Also available from Centre for the Health of the Elderly,
Newecastle General Hospital, Westgate Rd, Newcastle upon Tyne, NE4 6BE, UK.)

6 Gazzaniga MS, Ivry RB, Mangun GR. Cognitive Neuroscience: the biology of the mind. New
York; London: Norton; 2002.

7 Cassens G, Wolfe L, Zola M. The neuropsychology of depressions. | Neuropsychiatr Clin
Neurosci. 1990; 2(2): 202-13.



PSYCHOTHERAPY WITH OLDER PEOPLE 123

8 Murphy E Provision of psychotherapy services for older people. Psychiatr Bull. 2000; 24: 184-7.
9 Scogin F, McElreath L. Efficacy of psychosocial treatments for geriatric depression: a
quantitative review. | Consult Clin Psychol. 1994; 62: 69-74.

10 Pinquart M, Duberstein PR, Lyness JM. Treatments for later-life depressive conditions: a
meta-analytic comparison of pharmacotherapy and psychotherapy. Az | Psychzatr. 2000;
163: 1493-1501.

11 Freud S. On psychotherapy. In: Strachey J (trans). The Complete Psychological Works of
Sigmund Freud, Vol. 6. London: Hogarth; 1953.

12 Hepple J. Cognitive analytic therapy. In: Hepple J, Pearce J, Wilkinson P, editors.
Psychological Therapies with Older People. London: Brunner-Routledge; 2002.

13 National Institute for Clinical Excellence. Depression: management of depression in
primary and secondary care. Clinical Guideline 23. London: National Institute for Clinical
Excellence; 2004. Available from: http://www.nice.org.uk/CG023

14 Garner J. Psychodynamic work with older people. Adv Psychiatr Treat. 2002; 8: 128-37.

15 Malone D, Mitchell AJ. NICE Guidelines for Depression 2004: gaps in the evidence. 2007.
Available at: http://bmj.com/cgi/eletters/330/7486/267

16 Mackin RS, Arean PA. Evidence-based psychotherapeutic interventions for geriatric
depression. Psychiatr Clin Nth Am. 2005; 28: 805-20.

17 Scogin F, Welsh D, Hamson A, ez al. Evidence based psychotherapies for depression in
older adults. Clzn Psychol Sci Pract. 2005; 12: 222-37.

18 Gatz M, Fiske A, Fox L, et a/. Empirically validated psychological treatments for older
adults. | Ment Health Aging.1998; 4: 9-46.

19 Qualls SH. Family therapy with older clients. | Clzzz Psychol. 1999; 55: 977-90.

20 Arden M. Psychodynamic therapy. In: Hepple J, Pearce J, Wilkinson P, editors.
Psychological Therapies with Older People. London: Brunner-Routledge; 2002.

21 Bohlmeijer E, Smit F, Cuipers P. Effects of reminiscence and life review on late-life
depression: a meta-analysis. In¢ | Geriatr Psychiatr. 2003; 18: 1088-94.

22 Pearce J. Systemic therapy. In: Hepple J, Pearce J, Wilkinson P, editors. Psychological
Therapies with Older People. London: Brunner-Routledge; 2002.

23 Kruse TL. Transactional analysis and the elderly: teaching TA in a senior center. Trans Anal
J. 1985; 15(2): 146-51.

24 Miller M, Reynolds CFE. Interpersonal psychotherapy. In: Hepple J, Pearce J, Wilkinson P,
editors. Psychological Therapies with Older People. London: Brunner-Routledge; 2002.

25 Viney L, Benjamin Y, Preston C. An evaluation of personal construct therapy for the elderly.
Br ] Med Psychol. 1989; 62: 35-41.

26 Zeiss A, Steffen A. Behavioural and cognitive-behavioural treatments: an overview of social
learning. In: Zarit S, Knight B, editors. A Guzde to Psychotherapy and Aging. Washington,
DC: American Psychological Association; 1996.

27 Semel VG. Modern psychoanalytic treatment of the older patient. In: Zarit S, Knight B,
editors. A Guide to Psychotherapy and Aging. Washington, DC: American Psychological
Association; 1996.

28 Laidlaw K, Thompson L, Dick-Siskin L, et al. Cognitive Therapy with Older People.
Chichester John: Wiley; 2003.

29 Ellis A. Rational emotive therapy and cognitive behaviour therapy for elderly people.

] Rational-emotive Cog Behav Ther. 1999; 17(1): 5-18.

30 Ciechanowski P, Wagner E, Schmaling K, e /. Community-integrated home-based
depression treatment in older adults: a randomised controlled trial. ] Az Med Assoc. 2004;
29(13): 1569-77.

31 James IA. Older people’s perspectives: implications for Schema Theory. Clin Psychol and
Psychother. 2003; 10: 133-43.

32 Smith A. Clinical uses of mindfulness training in older people. Behav Cog Psychother. 2004;
32(4): 385-8.



http://www.nice.org.uk/CG023
http://bmj.com/cgi/eletters/330/7486/267

124 PRACTICAL MANAGEMENT OF AFFECTIVE DISORDERS IN OLDER PEOPLE

33 Landreville P, Bissonette L. Effects of cognitive bibliotherapy for depressed older adults
with a disability. Clin Gerontol. 1997; 17: 35-55.

34 Dahl R, Bathel D, Carreon C. The use of solution-focused therapy with an elderly
population. | System Ther. 2000; 19(4): 45-55.

35 National Institute for Clinical Excellence. Comzputerised Cognitive Bebaviour Therapy for
Depression and Anxiety (Review). Technology Appraisal 97. London: National Institute for
Clinical Excellence; 2006. Available from: http://www.nice.org.uk/CG023

36 Davies C, Collerton D. Psychological therapies for depression with older adults: a
qualitative review. ] Ment Health. 1997; 6(4): 335-44,

37 Safran JD, Segal ZV. Interpersonal Processes in Cognitive Therapy. New York: Basic Books; 1990.

38 Scogin F, Jamison C, Gochneaur K. Comparative efficacy of cognitive and behavioural
bibliotherapy for mildly and moderately depressed older adults. ] Consult Clin Psychol.
1989; 57: 403-7.

39 Cuipers P. Bibliotherapy in unipolar depression: a meta-analysis. ] Behav Ther Exp Psychiatr.
1997, 28: 139-47.

40 Malan DH. Individual Psychotherapy and the Science of Psychodynamics. London:
Butterworths; 1979.

41 Nordhus IH, Nielsen GH. Brief dynamic psychotherapy with older adults. ] Clin Psychiatr.
1999; 55: 935-47.

42 Clare AW. Interpretative psychotherapies. In: Kendell RE, Zealley A, editors. Comzpanion to
Psychiatric Studies. 5th ed. Edinburgh: Churchill Livingstone; 1993.

43 Kennedy GJ, Tanenbaum S. Psychotherapy with older adults. Az | Psychother. 2000;

54: 386-407.

44 Knight B. Overview of psychotherapy with the elderly: the contextual, cohort-based,
maturity-specific-challenge model. In: Zarit S, Knight B, editors. A Guzde to Psychotherapy
and Aging. Washington, DC: American Psychological Association; 1996.

45 Dick L, Gallacher-Thompson D, Thompson L. Cognitive-behavioural therapy. In: Woods
RT, editor. Handbook of the Clinical Psychology of Ageing. Chichester: Wiley and Sons; 1996.

46 Glantz M. Cognitive therapy with the elderly. In: Freeman A, Simon K, Beutler L, et 4/,
editors. Comprehensive Handbook of Cognitive Therapy. New York: Plenum Press; 1989.

47 Teri L, Gallagher-Thompson D. Cognitive-behavioural interventions for treatment of
depression in Alzheimer’s patients. Gerontologist. 1991; 31(3): 413-16.

48 James IA, Postma K, Mackenzie L. Using and IPT conceptualisation to treat a depressed
person with dementia. Behav Cog Psychother. 2003; 13(4): 451-6.

49 Hepple J, Wilkinson P, Pearce J. Psychological therapies with older people. In: Hepple J,
Pearce J, Wilkinson P, editors. Psychological Therapies with Older People. London: Brunner-
Routledge; 2002.

50 Beck AT, Ward CH, Mendelson M, ez al. An inventory for measuring depression. Arch Gen
Psychiatr. 1961; 4: 561-71.

51 Beck AT, Weissman A, Lester D, et al. The measurement of pessimism: the hopelessness
scale. | Consult Clin Psychol. 1974; 42(6): 861-5.

52 Hinrichsen GA, Clougherty KFE. Interpersonal Psychotherapy for Older Adults. Washington,
DC: American Psychological Association; 2006.

53 Weissman MM, Markowitz JC, Klerman G, et al. Comprebensive Guide to Interpersonal
Psychotherapy. New York: Basic Books; 2000.

54 Albon JS, Jones EE. Validity of controlled clinical trials of psychotherapy: findings from
the NIMH treatment of depression collaborative research program. A | Psychiatr. 2002;
159(5): 775-83.

55 Hepple J, Wilkinson P, Pearce J. Psychological Therapies with Older People. London:
Brunner-Routledge; 2002.

56 Zarit S, Knight B. A Guide to Psychotherapy and Aging. Washington, DC: American
Psychological Association; 1996.



http://www.nice.org.uk/CG023

PSYCHOTHERAPY WITH OLDER PEOPLE 125

57 Landreville P, Landry J, Baillargeon L, et a/. Older adults’ acceptance of psychological
and pharmacological treatments for depression. ] Geront B Psychol Sci Soc Sci. 2001; 56(5):
285-91.

58 Unutzer J, Katon W, Callahan CM, et al. Collaborative care management of late-life
depression in the primary care setting: a randomised controlled trial. JAMA. 2003; 28(22):
2836-45.

59 Rokke P, Scogin F. Depression treatment preferences in younger and older adults. | Cliz
Geropsychol. 1995; 1: 243-57.

60 Scott J. Overcoming Mood Swings: a self-help guide using cognitive bebavioural techniques.
London: Robinson; 2001.

61 James IA. Using a cognitive rationale to conceptualize anxiety in people with dementia.
Behav Cog Psychother. 1999; 27: 345-51.

62 Robinson P. Implementing a primary care depression clinical pathway. In: Cummings NA,
O’Donohue WT, Ferguson KE, editors. Behavioural Health as Primary Care: beyond efficacy
to effectiveness. Reno, NV: Context Press; 2003. pp. 69-94.



CHAPTER 8

Depression in physically ill
older patients

GRAHAM MULLEY

Introduction

Depression is the commonest mental illness in old age. In 200102, there were
9.8 million visits by older people to office-based physicians in the USA for
depression.! In the UK, one in six older medical inpatients are depressed (Geriatric
Depression Score — GDS — of 7 or more out of 15).2 The mean prevalence in
over sixty-fives living at home is about 12%. In the UK, the National Service
Framework (Standard 7) for Older People recognised that 10-15% of people
over 65 have depression. It recommended that primary care trusts should ensure
that every general practice uses an agreed protocol to diagnose, treat and care for
patients with depression.

Although there are few community studies large enough to tell us the precise
incidence in old age, it is apparent that the incidence differs markedly in different
cities and countries. High rates of depression are found in Amsterdam, Berlin,
London, Munich and Verona. Lower rates occur in Dublin, Liverpool, Iceland
and Zaragoza.> Depression is commoner in women and Asians, and less prevalent
in those with a sense of spirituality. It does not increase in prevalence with age,
though its severity and associated suicide risk may worsen with advancing years.

The causes are heterogeneous: there are probably interactions between sus-
ceptibility (gene products) and a precipitant (in the external environment).*
Social factors such as loss of status, wealth, intimacy and life opportunities can be
important. There may also be developmental, psychological and biological factors.
It can be difficult to recognise the disease, particularly if the patient has medical
comorbidity. The biological signposts to the disease are less helpful than in younger,
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healthier people: disturbances of sleep, appetite, weight, libido, and bowel motility
can have a variety of physical causes. The non-biological features are therefore
usually more helpful: low mood, lethargy, anxiety, irritability, hypochondriasis,
regression, crying and pessimism. Geriatricians miss the diagnosis in a half of
patients admitted to an acute geriatric unit (in one study, the consultant in old
age psychiatry diagnosed depression in 67 out of 155 consecutive admissions, the
geriatrician 29 of them).”

There is no sharp demarcation between a ‘case’ and a ‘non-case’. Depression
is a continuum, ranging from feeling sad to experiencing major depression. The
word ‘depression’ is used for the understandable demoralisation in the face of
adversity; grief; persistently negative thoughts and the full-blown clinical syndrome
of depression.

Depression can be reversed by treatment (though some cases of severe de-
pression do not always respond so well). However, many people with the disease
may receive no treatment. In others, the therapy may be delayed and adherence
to the drug regimen may be poor.

The effects of depression are legion: it can cause disability and handicap;
increase mortality, exacerbate coexisting illnesses, place a burden on the family
and causes much unnecessary suffering. It has a huge healthcare cost, with
readmissions to hospital, prolonged lengths of stay and an overuse of services.

In this chapter, I will focus on loss of health and depression.

Why is depression important in sick old people?

Depression that warrants intervention occurs in 10% of people over the age of
60. Nearly a third of older people admitted to hospital for acute care experi-
ence depression. The lifetime experience of depression is 15-20%. Unipolar
depression is the fourth leading cause of temporary and permanent disability
worldwide.*

Physical illness can cause or be the result of depression. Depression worsens
the prognosis of many medical disorders. Those with depression have a two-fold
increase in cardiac mortality. It is a risk factor for non-suicidal mortality. Suicide
in old age is associated with multiple physical illnesses and a history of hospital-
treated depression.® Yet many people do not receive therapies that are of proven
effectiveness — even up to eight years after the onset of their condition.

The relationship between depression and physical illness

The hospital and care home environment

Most hospitals were not designed with the welfare of older patients in mind.
Hospital routines are not always conducive to well-being and few older patients
after discharge wished that they had spent more time in hospital. Interviews of
hospitalised patients in Australia revealed that all of them felt depressed. They
were demoralised, feeling unable to cope. They disliked having to rely on others
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and felt that they were a burden. They perceived themselves as being helpless and
hopeless, with a low sense of self-esteem.’

Many residents in residential and nursing homes are depressed. The diagnosis
is underestimated and few residents are referred for specialist psychiatric care.

A high prevalence of suicidal ideation occurs in medically ill nursing home
residents — particularly those with severe depression, medical comorbidity and
little social support.®

Cardiovascular disease

There is a semantic association between grief and a broken heart. In some cases,
depression precedes the clinical manifestations of cardiovascular disease. Major
depression can predict first cardiac events.’

Depression is independently associated with coronary heart disease (as are
social isolation and lack of social support).’® The increased mortality seems to be
related to the severity rather than the presence of depression — in a study of 763
patients who had sustained a myocardial infarction, depression per se was not
an indicator of death. There was a higher death rate on those with more marked
depression who had non-Q wave myocardial infarction.!!

In heart failure, depression is related not only to the degree of physical im-
pairment but also to how the individual copes with the impairment.'? Koenig
et al.® found that less than 50% of patients with heart failure who had major
depression had it treated and few had psychiatric consultations.

Conversely, cardiovascular disease is a risk factor for late-onset depression. The
mechanisms whereby depression and heart disease affect each other are uncertain.
Part of the reason may be that depressed subjects tend to have poor concordance
with their drug therapy — not surprisingly, health status is worse if people do not
take their drugs.'* Altered autonomic function may also explain the relationship
between depression and cardiac mortality.” In depression, heart rate recovery
after exercise is slower. Heart rate variability (a measure of autonomic function)
is less in those with major depression than controls. An acutely depressed
mood can trigger life-threatening cardiac events. It is speculated that biological
responses involving inflammatory cytokines and platelet activation may be
contributory.'¢

Chronic obstructive airways disease (COPD)
Thirty per cent of people with COPD are depressed. Depression is also a factor in
the frequency of hospital readmissions for acute exacerbations.!” Risk factors for
depression in COPD include disease severity, lack of carer support, inadequate
pulmonary rehabilitation, being underweight, use of psychotropic drugs and being
a smoker. In COPD, depression and anxiety are significantly related to negative
quality of life outcomes.

Their depressive symptoms improve if inpatient rehabilitation results in
symptom relief and reduced disability.'8

Depression is also common during recovery from acute respiratory failure.
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Stroke

Stroke is the major cause of serious disability and its incidence increases expo-
nentially with age. Depression is common, with about 50% of survivors being
depressed at six months — especially those with poor mobility or limitations
in activities of daily living. A history of depression is also associated with low
mood after stroke. In a pan-European study of 626 non-disabled older people,'
depressive symptoms were associated with white matter ischaemia on CT scan.
The presence of lacunes (small, deep infarcts) was not associated with the
development of depression.

After stroke, there is usually a reduction in social interaction over time.?’ Not
surprisingly, the GDS score rises between the third and six month post-stroke.

Some stroke patients have difficulty controlling the expression of their emotions
(emotionalism). They may have a low threshold for crying or laughing. The
usual triggers are sadness, sentimentality and discussion of this symptom. Some
people cry for no obvious reason. Emotionalism can distress the patient, who
may feel that they are losing control. It can also be disturbing for the family, who
might worry that their loved one is being badly treated in the hospital or care
home. It is therefore wise to explain emotionalism to the patient and the family.
Antidepressants can considerably reduce the frequency of crying or laughing
episodes.?! The improvement is not specific to a particular type of drug.??

Communication difficulties as a result of stroke are the strongest predictor
of the severity of depression and its prognosis. The presence of depression can
impede stroke rehabilitation.?’

Depression in stroke is often undiagnosed and inadequately treated. A study of
seven trials with 780 participants? found that antidepressants are associated with
a reduction in scores on mood-rating scales. However, there was no reduction in
the frequency of clinically diagnosable depression. Treating non-depressed stroke
patients with sertraline in the first two weeks does not reduce the incidence of
depression at 24 weeks.?* Two small trials of psychotherapy showed no benefit.
Physical exercise may improve post-stroke depression: a three-month programme
was associated with less depression and an improved quality of life.?’

There have been no studies of ECT in patients with stroke.

Cancer

People will be understandably depressed on being told that they have cancer.
Depression can be the presenting feature of occult cancers — especially pancreatic
cancer. Breast cancer and gastrointestinal malignancies are particularly likely to be
associated with depression. Depression is also a manifestation of non-metastatic
malignancy.?® Patients with cancer who are also depressed have a significantly
increased risk of death.?” Some cancer patients date their depressive symptoms to
the onset of treatment with chemotherapy or deep X-ray treatment.
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Bone and joint disease

Antidepressants double the risk of falls and people who are depressed are more
likely to break their hips. Almost a half of patients with a range of traumatic
orthopaedic conditions are depressed. Open fractures can increase the rate of
depression.? Patients with rheumatoid arthritis may be depressed because of the
physical impact of the disease (pain, disability) or such psychological factors as
low self-esteem and perceived impact of the disease.?”

Neurodegenerative disease

Old people who are depressed are more likely to develop Alzheimer’s disease,
vascular dementia and Parkinson’s disease. Depression may also be associated
with mild cognitive impairment: this is independent of underlying cerebrovascular
disease.*

Dementia may be accompanied by depression but it is not known whether drug
treatment is effective or whether the balance of benefits versus adverse effects is
favourable. The clinician should therefore be cautious in prescribing antidepressants
to patients who are demented.’!

Recurrent depression is a particular risk factor for dementia. Depression can
mimic dementia, but depressive pseudo-dementia is not so common nowadays.
Depression may be secondary to dementia — particularly in the early stages, when
the patient has insight into their cognitive decline. Of course, depression and
dementia may coexist — they are both common conditions.

Depression is also common in Parkinson’s disease. Apathy may be a core feature
of this illness and may occur in the absence of depression. Because of symptom
overlap, there may be diagnostic difficulties.”? There are no studies of ECT or
behavioural therapy in Parkinson’s disease. There are insufficient data from the
few trials to help us make informed choices on whether, when or with which drug
to treat depression in Parkinsonism.”

Endocrine disorders
Depression in diabetes mellitus is three times more common than in the general
population. Those with diabetes may forget to log their blood glucose measure-
ments, not manage their disease well and not attend for clinic appointments.
Only a third of those with diabetes mellitus have their major depression iden-
tified and treated, partly because some of the somatic symptoms of depression
(sleep disturbances, weight gain or loss, fatigue) may be attributed solely to the
diabetes.

Depression occurs in most people with Cushing’s disease. It also should be
considered in hypothyroidism and hyper-parathyroidism.

Sensory impairment
Depression is likely in old people who are deaf or visually impaired. In age-related
macular degeneration (the commonest cause of blindness in old people in Western
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countries, where it affects 30% of those over 75) is associated with depression —
especially in those with impaired physical function.’*

Other disorders

Depression can occur in a range of clinical disorders. Depression is common in
old people with genito-urinary diseases and injuries that require admission to
hospital.® Elderly Chinese men with moderate-to-severe lower urinary tract
symptoms are at increased risk of having clinically relevant depression.”” Depression
is associated with impaired immune activity and altered inflammatory response.
Depression can therefore be instrumental in causing physical illness or result from
it. It should be considered in any older person, but especially those with disability,
pain, chronic disease as well as those who do not take their drugs regularly or fail
to attend for clinic appointments.

Why is depression under-recognised in medically ill old
people?

Patients

Old people tend to under-report or deny depression. This may be a cohort effect
of a generation of stoical individuals who often minimise their symptoms. The
old person may attribute constipation, weight loss and chronic aches and pains to
normal ageing. The dominant symptoms might be anxiety or irritability and they
may not feel particularly sad. There may be inadequate privacy on the ward or
at the clinic consultation. The patient may fear the stigma that still accompanies
psychiatric disease. Or they simply may be unaware that they are depressed. The
diagnosis may be difficult if the patient is deaf, dysarthric or dysphasic, or if their
first language is not English. The general public has a poor understanding of
antidepressant drugs, confusing them with tranquillisers and regarding them as
addictive.

The family

Relatives may be unaware that their loved one is depressed. If the depression is
associated with memory impairment, they may fear that the person is becoming
demented. Depression may also be overlooked in informal caregivers, especially
those who are under strain. Common causes of caregiver stress include sleep
disturbance, faecal soiling and behavioural disorders.

How to improve the recognition of depression in medically ill patients
We should consider the possibility of depression in the following circumstances:
sadness — this is the commonest presentation

poor physical health

weight loss

alcohol abuse

+ not eating properly or refusal to eat

v v o v
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> living in squalor
» poverty
+ isolation
+ poor concordance with medication
+ not exercising
» not rehabilitating successfully
» living in a care home
living at home with chronic illness or bereavement
+ not attending for medical appointments.

Conversely, frequent attendances at the general practitioner’s surgery (after
controlling for physical illness, depression was found in those who attended the
primary care physician more than once a month for the past six months).*
Not attending for influenza vaccination — this has been seen in depressed
caregivers who are looking after an elderly person with dementia.””
Physical signs that should raise the possibility of depression include:
a slowed-up patient
flattening of affect
lack of eye contact
taciturnity
unkempt clothing or poor personal hygiene
an aura of heaviness or gloom.

AN WN

Behavioural features that should alert the physician to the diagnosis include:
» agoraphobia
» anhedonia - little relish for life, not enjoying things that once gave
pleasure
anxiety or being worried for no obvious reason
»  bad moods
> dark thoughts
+  crying
+ Importuning
+ being argumentative
» being suspicious about others, including friends and family
» complaining of feeling tired all the time
» expressing repeated concerns about death and dying
+ feeling worthless or hopeless
fearing that they have an incurable disease.

We should also consider depression if the patient has several volumes of case
notes. Some patients have somatisation, or their symptoms may not be readily
diagnosable and these patients can present to different specialists. They may have
undergone numerous investigations before the possibility of depressive illness is
considered.
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As depression is so common and may present in so many ways, it is wise to
administer screening tests as a routine part of the assessment of old people.

Which tests for depression?

There is a bewildering array of tests, reflecting the fact that there is no ideal instru-
ment for measuring depression. Some screen for the presence, others assess the
degree of depression. The busy physician wants assessment tools which are easy
and quick to administer, do not upset the patient and are valid.

The Geriatric Depression Scale (GDS) is probably the most useful in older
patients. In patients referred to a specialist geriatric outpatient memory clinic, an
abbreviated form consisting of five questions has been found to rapidly identify
those with depression (positive predictive value of 97 %).>
The questions are as follows.

Do you often feel downhearted or sad (blue)?
Do you often feel helpless?

Do you feel that your life is empty?

Do you feel happy most of the time?

> Are you basically satisfied with your life?

v v o v

The key questions to pose to all elderly patients are therefore on mood and loss of
interest or pleasure in activities.

Investigating depression

It is important to consider underlying medical conditions which are associated

with depression as the treatment may improve the patient’s affect. Examples

include the following.

1 Vitamin B12 and folate deficiency — there is a two-fold increase in depression
in people with these deficiencies.

2 Subclinical hypothyroidism (in which the T4 level is normal but the TSH is
elevated) is associated with a four-fold increase in depression — more common
than in established overt hypothyroidism.*

We should also be aware that many drugs can cause depression. The older anti-
hypertensive drugs such as reserpine and methyldopa are rarely used now, but
beta-blockers and nifedipine can cause depression. Steroids are another recognised
cause. Centrally acting drugs which might be incriminated include barbiturates,
benzodiazepines and phenothiazines.

The management of depression in physically ill old people

To the non-specialist, the treatment of depression can be vexing. There are so many
drugs as well as physical and herbal remedies. In recent years, there have been
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a number of clinical trials and literature reviews which have made management
decisions a little easier for the physician.

The fact that there are so many therapies tells us that no single treatment is
uniformly effective. The decision on whether to treat, with what treatment and for
how long must be based on the individual’s wishes, degree of depression, suicide
risk, previous response to antidepressants, other drugs taken and concomitant
medical problems.

Antidepressant drugs

About two-thirds of those with severe depression will respond to drug therapy
(compared with a third who will respond to placebos). In recent years, there has
been a big increase in the number and type of drugs available. We will briefly
consider those that might be considered by the physician treating older patients
and review the evidence for effectiveness and safety.

There are several classes of drugs for depression. All of them make various
neurotransmitters more available in the brain but their precise mode of action is
still not fully understood.

Tricyclic antidepressants (TCAs)

These were the first group of antidepressants to be developed and have been in
use for over 50 years. They have effects on serotonin as well as noradrenaline
(and perhaps on other neurotransmitters). Examples include amitriptyline,
clomipramine, dosulepin (dothiepin), trazodone and trimipramine (which have
sedative effects) and imipramine, nortriptyline and lofepramine (which are less
sedating). Amitriptyline and dosulepin are dangerous in overdose. Lofepramine
is safer but can cause hepatic toxicity. These drugs should be used with caution in
patients with epilepsy. Older people are prone to syncope and falls when taking
these drugs, which also cause hyponatraemia in some elderly users.

Tricyclics should be started with low dosage, which is then gradually increased.
They usually begin to work within a few weeks. Patients taking these drugs should
be advised to avoid alcohol, as the combination can result in drowsiness.

They are particularly useful in severely ill depressed patients. They improve
sleep patterns. They are generally given once each evening (they usually have
a long half-life). These often cause anti-cholinergic side-effects (dry mouth,
constipation, confusion, urinary hesitancy and dribbling). They can also cause
orthostatic hypotension and falls. They are best avoided in subjects with ischaemic
heart disease or cardiac rhythm disturbances.

Newer drugs in this class have fewer side-effects than earlier compounds.
Because they are much cheaper than SSRIs, they should be considered as first line
treatment — unless there are medical contraindications (which is often the case in
geriatric patients).

Physicians have been criticised for administering sub-optimal doses of TCAs.
A systematic review of 39 studies found that doses between 75 and 100 mg per



DEPRESSION IN PHYSICALLY ILL OLDER PATIENTS 135

day (and even lower doses) resulted in a better response than placebo. Interestingly,
one study found there to be no evidence that standard doses of TCAs were more
effective than lower dose schedules.*

Selective serotonin reuptake inhibitors (SSRIs)

SSRIs are front line therapy in patients at risk of overdose, patients with diabetes
mellitus and cardiac problems. In general, they have low toxicity and good
tolerability. Which SSRI should be prescribed? There are claims made for the
advantages of individual drugs but we have no good large trials to inform us when
to prescribe individual SSRIs.*!

This group of drugs includes citalopram, escitalopram, paroxetine, sertraline
and fluoxetine. Fluoxetine has been shown in a well-conducted placebo-
controlled study to be efficacious in minor depression. However, is less used now
because of its long half-life and potential for drug—drug interactions.* It can also
occasionally reduce blood glucose levels and make it difficult for people to sit still.
Escitalopram is a new SSRI, being the S-enantiomer of citalopram. It has been
promoted as being superior to citalopram. However, there is no compelling
evidence that this drug is more effective or has a faster onset of action than its
parent compound.® Tachycardia is a side-effect of citalopram. STADH also occurs
in patients on this drug and untoward effects with the two drugs are similar.
Paroxetine is associated with tiredness. It has a short half-life and patients should
be advised not to stop taking it suddenly. Sertraline can cause diarrhoea.

These drugs should be introduced gradually and the dose slowly increased.
There is a risk of increased anxiety in the early days of treatment. Soon after
starting these drugs, patients may become nauseated or anxious. If the drugs
are stopped suddenly, there is a risk of a withdrawl syndrome. These unpleasant
symptoms occur in the first five days of discontinuation of the drug. Patients
may experience stomach upsets, anxiety, flu-like symptoms, vivid dreams and
sensations of electric shocks. They are more likely with paroxetine, which has a
short half-life.

Other adverse effects of SSRIs are falls and fractures, gastrointestinal bleeding
and hyponatraemia. Hyponatraemia is three times more common in patients taking
SSRIs than in those taking other antidepressants.* Hyponatraemia is potentially
life-threatening. It should be suspected in all patients who become drowsy,
delirious or who have seizures while taking an anticonvulsant. It usually occurs
in the first few weeks of treatment and is probably secondary to inappropriate
antidiuretic hormone (ADH) secretion. The syndrome of inappropriate ADH is
characterised by a low serum sodium (<135 mmol /L), a high urinary osmolality
(>200 mOsm/kg), a urinary sodium of over 20 mmol per litre and a serum
osmolality of less than 280 milliOsmoles per kilogram.* It is commoner in older
people, women, those of low body weight and those with a low baseline sodium
concentration. It is also more common if diuretics are used concomitantly. Patients
receiving multiple medications may also be at increased risk. Treatment is with
fluid restriction, severe cases requiring a loop diuretic and isotonic saline.*
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Despite a large catalogue of possible adverse effects, few users get serious side-
effects with SSRIs.

If a patient cannot tolerate a specific SSRI, or there is no remission of symptoms
after about three months’ therapy, one in four will respond to a second step
choice.*

Serotonin and noradrenalin reuptake inhibitors (SNRIs)

These include venlafaxine (and duloxetine) which is used for both anxiety and
depression and there is some evidence that venlafaxine might be more effective
than SSRIs for major depression. Two thirds of patients with anxiety respond to
this drug. It should be avoided in patients with renal impairment, uncontrolled
hypertension, or cardiac disease. The treatment effect can be delayed. This
drug can cause tremor, raised cholesterol, increased blood pressure (which
may be sustained with the slow-release preparation) as well as gastrointestinal
disturbances and tiredness. Patients on this drug should have their blood pressure
monitored. There is a risk of overdose especially in patients with conduction
disturbances or ventricular dysrhythmias. Up to a third of users who stop taking
these drugs experience withdrawal symptoms (the same proportion as in those
who stop SSRIs). They should therefore be tapered rather than stopped suddenly.
The SNRIs are second line drugs best prescribed and monitored by an old age
psychiatrist.

Lithium

This drug is efficacious in both the treatment and prevention of bipolar depres-
sion. Lithium reduces the suicide risk in bipolar disorder.’ It is also used in
acute mania. This drug is inexpensive and can be used as a second line drug for
maintenance treatment of depression. It has a narrow therapeutic window and it
is therefore important to monitor serum levels 12 hours after the last dose taken
the previous evening. In older patients, the recommended level for prophylaxis
is 0.4-0.6 mmol/L and for treatment of an acute episode 0.8—1.0 mmol/L. Before
starting the drug, it is wise to measure renal and thyroid function (the drug can
induce hypothyroidism). Lithium levels are decreased by acetazolamide and
theophylline and increased by some antibiotics, anti-hypertensives and several
diuretics (e.g. thiazides, spironolactone and metolazone).

Mono-amine oxidase inhibitors (MAOIs)

These drugs are rarely used now because they are less effective than TCAs and
SSRIs. There is a risk of hypertension with foods containing tyramine and there-
fore the need for observing strict dietary limitations.

Noradrenergic and specific serotoninergic antidepressants (NaSSAs)
Mirtazapine, a pre-symptomatic alpha antagonist, causes initial sedation and can
cause oedema, dizziness, weight gain and GI disturbances. It is used for major
depression and is best prescribed by experts.
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Tryptophan

Hydroxytryptophan and tryptophan are so-called ‘natural’ alternatives to con-
ventional antidepressants. They are recommended for dysthymia and unipolar
depression. Only two clinical trials are good enough to be reliable: they suggest
that these drugs are better than placebo at relieving depression, but more studies
are needed on their safety and efficacy.* A rare but serious complication is
eosinophilic-myalgia syndrome, characterised by myalgia, arthralgia, dyspnoea,
neuropathy and an increased eosinophil count.

A Cochrane review of 17 studies involving TCAs, SSRIs and MAOIs
administered to 2000 patients showed that they were effective in the treatment of
older community patients as well as inpatients.*’

Another Cochrane review scrutinised 32 studies of different classes of drugs
used in the treatment of depression in old people.”® Tricyclics (TCAs) and selective
serotonin reuptake inhibitors (SSRIs) were equally efficacious. However, TCAs
are less well tolerated, with a higher withdrawal rate because of side-effects.
There appear to be no differences between discontinuation rates (either because
of adverse reactions or lack of efficacy) between the SSRIs and other second-
generation antidepressants (e.g. venlafaxine, mirtazapine, bupropion) in patients
with major depression. The number needed to treat with paroxetine to prevent
one recurrence of depression is four.

The Royal College of Psychiatrists’ recommends that antidepressants should
be taken for six to nine months after the depressive symptoms have abated. The
British National Formulary suggests 12 months’ continuance after remission for
elderly people, with five years’ (or even lifelong) therapy for recurrent depression.
Certainly, depression is less likely to recur if the drug is given for two years.* In
practice, 50% of GPs discontinue these drugs after six months.*

A more detailed discussion of antidepressant use in older people can be found
in Chapter 4.

Herbal and other remedies

Many people do not wish to take powerful synthetic antidepressants, fearing
habituation and side-effects. Eighty-two per cent of Americans over the age of
65 use complementary or alternative therapies in the course of a year. Those with
self-reported depression or anxiety are more likely to use natural remedies,
relaxation techniques or spiritual practices.’?

St John’s wort (Hypericum perforatum) has long been used for depression
in Germany where it is also licensed for anxiety and sleep disorders. Extracts
of the herb contain many different chemical classes, so the active agent is
uncertain. Evidence of effectiveness is inconsistent (perhaps in part because of
the differing formulations of the drug) but a Cochrane review of 37 trials”
suggested that Hypericum may be as effective as standard antidepressants
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in treating mild to moderate — but not severe — symptoms (but other studies
suggest it may have only limited benefit (see Chapter 4). Moreover, this
preparation seems to have fewer side-effects than conventional drugs. However,
it should not be taken in conjunction with antidepressant drugs. It can induce
drug metabolising enzymes. Drug interactions include warfarin, digoxin, and
anticonvulsants.

Long-chain omega-3 fatty acids might help relieve depression when given in
addition to existing antidepressant medication but there is no good evidence
justifying treating depression with these drugs alone.’

Physical activity

In a literature review of randomised controlled trials of exercise in depression,
one study” found that it produced short-term gains in both major and minor
depression. Another? found that exercise was helpful in treating post-stroke
depression.

Psychological therapy

Historically, there was a bias against psychotherapy — largely because Freud
believed that older people were too rigid to benefit from this form of treatment.
Nowadays, most lay people consider that counselling therapy is the best way
to treat depression. It helps people review how they see themselves, the world
and other people.”® GPs are more likely to offer counselling or psychotherapy
than physicians.! Cognitive behavioural therapy is as effective as antidepressants
for moderate (but not for severe) depression but takes longer to begin to work.
There is an argument for using both concurrently but access to trained staff may
make this unrealistic. Psychotherapy does not seem to be effective as maintenance
treatment for major depression.*

Other approaches include behavioural activation (with scheduled restructured
daily activities recorded in a diary), anxiety-management and problem-solving
strategies (learning how to deal with retirement, bereavement or relocation). Family
therapy is also helpful in helping people face up to unresolved intergenerational
conflict, or deal with guilt or unrealistic expectations.

Support groups can be helpful, especially in dissipating the fears of dementia
or inevitable institutionalisation.

Electroconvulsive therapy (ECT)

A recent Cochrane review’® found only three trials which compared real ECT to
simulated ECT and to antidepressants. Each study had serious methodological
flaws. Despite the fact that this treatment has been in use for decades, it is not yet
possible to say whether ECT is more effective than antidepressant medication.
NICE"” recommends that this treatment is used when the depression might be life-
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threatening or to achieve rapid and short-term improvement when other options
have been ineffective.

A more detailed discussion of ECT use in older people with an affective
disorder can be found in Chapter 6.

When to prescribe antidepressants

For most people who are depressed in the context of an acute physical illness, it
is perhaps best to treat the physical illness first and review the patient in two to
three weeks to see if the depression has resolved (watchful waiting). Once the
pain has been controlled or the heart failure treated, the patient’s spirits will
often lift. Similarly, the patient is likely to be less depressed if their physical
independence improves. If the depression persists but is mild, there is no need
to prescribe an SSRI — this group of drugs is no better than placebo in the
management of mild depression. In severe depression, antidepressants are more
effective than placebo.

Given the paucity of studies and the poor quality of the published trials of
antidepressant therapy, it is difficult to make many firm recommendations about
the optimum treatment for depression. The older TCAs are best avoided in many
old people, as these drugs often have unacceptable side-effects. Whether to
prescribe a newer TCA or an SSRI as first line therapy will be a decision made on
cost, potential drug interactions and patient preference.

The patient should be asked if they would like to consider medication. They
should be reassured about the low risk of habituation. It is important to treat
depression — if not, there is a two-fold increase in overall mortality. If in doubt,
it is wise to treat the depression: better to treat the potentially reversible than to
deny effective therapy.

When to refer to an old age psychiatrist

If a first line drug is not working, it is prudent to ask for specialist help. Decisions
about whether to increase the dose to higher levels than physicians are comfortable
with, to switch to another agent in the same class (e.g. another SSRI), to switch
to another class of drugs (‘out of class switch’), to use a dual agent (e.g. a drug
which also inhibits the uptake of 5-hydroxytryptamine a7d noradrenaline) or to
augment therapy with a different class of drug (such as lithium) are best made by
consultants in old age psychiatry. Referral should also be considered if the patient
is refusing to eat or drink — in severe cases, ECT may be considered.

Where do we go from here?

The priority is to do large high quality randomised controlled trials in older
populations — it is unfortunate that studies still focus on younger subjects. These
should be based in primary care as well as including hospital patients. They
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should include economic evaluations. We also need to find ways of improving the
recognition of depression in old people by the patients themselves, their informal
caregivers, nurses, therapists and physicians.

KEY POINTS

Depression is common in old people but often unrecognised and untreated.
It occurs in many medical conditions, particularly if there is pain, disability
or prolonged or serious illness.

It should always be considered in those who are bereaved and residents of
nursing and residential homes.

In mild depression, counselling is useful but drugs are not usually indicated.
In moderate to severe depression, antidepressants should be considered.
There is little difference in effectiveness between tricyclics and SSRIs.

The newer tricyclics are sometimes suitable but should not generally be
prescribed for old people with heart disease, constipation, glaucoma or those
who fall.

SSRIs are less cardiotoxic and safer in overdose and are generally well
tolerated, but are more expensive and can cause unpleasant effects if they are
suddenly withdrawn.

When prescribing SSRIs, always check the blood urea and electrolytes after
two weeks.

The drugs should be taken for at least six to nine months after the depressive
symptoms after the depression has resolved (some advocate a two-year
course).

In recurrent depression, lifelong treatment may be necessary.
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CHAPTER 9

Relationship between physical
illness and affective disorders

RICHARD MARRIOTT

Introduction

The relationship between physical illness and affective disorders, particularly
depression, is a complex and fascinating one. In the earlier chapters we have
seen that depression is common in older people, with an increasing prevalence
in medical inpatient and outpatient populations. We have also seen that the
diagnosis is often missed. This may be because of a lack of effective strategies to
screen for depression. However, in patients with physical illness there is perhaps
the tendency for professionals to view a patient’s mental state as ‘as one would
expect’ given the difficulties they have to struggle with.

Research! into ‘life satisfaction’ suggests that health (along with social
relationships) is a much more important factor for older people as compared with
their younger counterparts. However, it has been noted that older people tend
to deal with objectively worse conditions than the young.'? This may relate to
findings that older people feel satisfied if they consider their situation to be what
they deserve’ and that they are no worse off than fair comparators.*

In this chapter I hope to focus on a number of related topics, as follows.

+  Associations between depression and the incidence of physical ill health,
particularly ischaemic heart disease.
+ Assessment of affective disorders in patients with physical illnesses.

This includes differentiation from adjustment disorders, dementia and

delirium.

Particular physical disorders where depression is a common association.

The complex area of medically unexplained symptoms, exploring the
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difficulties in this population of engagement and management. This has some
interesting associations with anxiety disorders.

The impact of depression on physical health

While more extreme forms of depressive disorder obviously impact on general
physical health through inactivity and self-neglect there is a growing body of
evidence to suggest that depression may be bad for you in other ways.

Evidence from older general hospital populations, summarised by the Royal
College of Psychiatrists in the document Who Cares Wins,” suggests that depression
leads to:

+ increased length of stay®’

» increased rates of institutionalisation at six months®®
increased physical dependence at one year’
poorer health!*!!
increased mortality.®810.111213.14.15

One of the most significant areas of research relates to the impact of depression

on ischaemic heart disease. There is increasing evidence that psychosocial factors,

particularly depression, are independent risk factors for myocardial infarction'®
and congestive heart failure.'” It is not at present clear whether the main factors
in the association are directly mediated by biological factors or whether their
impact is more to do with behavioural change resulting in a less healthy life style'®

(see Chapter 3). Various biological mechanisms have been proposed to explain

the association and it may well be multi-factorial. These include the following.

+ Increased activity of the hypothalamic-pituitary axis," with blunted reactivity
and impaired recovery pattern.?

+ Greater platelet activation.?! We know that SSRI antidepressants inhibit
platelet activation and are associated with an increased risk of bleeding. It is
yet to be established whether SSRIs might have a direct impact on vascular
outcomes because of this effect.

+ Alterations in inflammatory markers associated with ischaemic heart disease
have been found to be associated with depressed mood.??

+ Decreased heart rate variability (HRV) is a risk factor for increased mortality
following myocardial infarction. Rates of decreased HRV have been found to
be higher in depressed patients.?’

Despite these findings there is no clear evidence as yet that treatment of affective
disorders improves cardiovascular outcomes and further research in this area
would be welcomed. Nevertheless, this body of research shows that depression
is common in these populations and is associated with significant morbidity and
mortality. Clearly depression should still be treated effectively because of its
impact on quality of life.
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Assessment/identification

Having established that depression in the medically ill is a widespread and impor-
tant problem the question is what should be done about it? Clearly one of the
biggest challenges in assessment of the medically ill is establishing what symptoms
are suggestive of a depressive disorder that may benefit from specific treatment.
The differential diagnosis includes symptoms directly attributable to the physical
illness, an adjustment disorder, mood changes associated with delirium and a
dementing process.

A study by Clarke ez al.?* suggested, as might be expected, that psychological
symptoms, such as guilt and hopelessness, differentiated better than somatic
symptoms, between the depressed and non-depressed. However, they also found
that somatic symptoms were more severe in depressed than non-depressed medical
patients.

In considering the various possible causes of depressive symptoms in the
physically ill it is important not only to focus on the cognitive symptoms but also
the time course. In a delirium the symptoms are likely to have been of very recent
onset and may fluctuate by the day and even the hour. Do the depressive symptoms
pre-date the physical illness or is there a very close temporal relationship? If the
onset is closely related this might suggest an adjustment disorder. In such cases
the symptoms might be expected to improve if the physical condition does. The
differentiation between an adjustment disorder and depression relies largely on
the form, duration and severity of the symptoms. There may well still be a case
for treatment of depressive symptoms that appear to have developed in response
to physical illness, especially if the symptoms are especially severe or prolonged.

A cognitive assessment of the patient is important, particularly in older patients
with depressive symptoms. A dementing illness may be associated with affective
blunting, apathy and loss of interest in usual activities. While depression and
dementia may coexist, in the absence of other symptoms of a depressive disorder
it is unlikely that these features suggest a depressive disorder. Brief screening
tools such as the Abbreviated Mental Test Score? or the Mini Mental Test Score?
may flag up the possibility of delirium or dementia (although depression in itself
can affect cognition and when it does this may be a prodromal sign of possible
dementia — see Chapter 3).

A number of rating scales have been advocated for the detection of depression.
These include the Geriatric Depression Scale (GDS),?” the Hospital Anxiety
and Depression Scale?® (HADs), the Beck Depression Inventory? (BDI) and
the General Health Questionnaire’® (GHQ). Only the HADs was developed
specifically for use with medically ill patients and unlike the others excludes
somatic symptoms. However, a review by Creed (in Robertson and Katona,*')
suggests that it may not have major advantages over other scales such as the GHQ
in this population. The key message seems to be that if use of these scales leads to
increased detection of depression they may be extremely useful but they cannot
be a replacement for a detailed clinical interview.”
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Specific medical conditions

Parkinson’s disease

The typical neurological features of Parkinson’s disease are well known and
include a resting tremor, muscle rigidity and bradykinesia. However, psychiatric
complications are common, particularly depression. Aarsland® reports rates of
38% and 20% for depression and anxiety respectively, which is broadly in line
with reviews that suggest an average prevalence of 31% for depression (range
7-70%), depending on the populations studied, the rating scales used and the
diagnostic criteria.**

These findings raise the intriguing question: is the high incidence of depres-
sion in Parkinson’s disease a function of the biochemical changes associated with
Parkinson’s disease itself or related to the psychological processes common to many
chronic disabling conditions? Mindham* showed a close relationship between
degree of disability secondary to Parkinson’s disease and depressive symptoms,
whereas Celesia and Wanamaker’® and Horn?” suggested that severity of depression
was independent of duration or severity of disease. Gotham e a/.® related
depression to impairment in activities of daily living, but with less self-blame and
worthlessness and more hopelessness. Functional impairment, however, did not
account for all the variability and they suggest that individual coping styles and
availability of support are also important factors. More recently Aarsland ez 2l
and Tandeberg ez al*® suggest that the highest correlations with depression are
with impaired cognitive function. The review by Slaughter ef a/.** notes that any
association between the degree of depression and degree of disability may be
mediated by the underlying neurochemical abnormalities rather than a reaction
to the physical limitations. They also report that the incidence of depression in
Parkinson’s disease is higher than for other comparable chronic medical condi-
tions.

The key issue in assessment, as in many other chronic medical conditions,
is having a high index of suspicion for depression in patients with Parkinson’s
disease. However, clinicians need to be particularly wary as a number of features
of Parkinson’s disease such as the mask-like face and slowed thinking add to di-
agnostic difficulty and may distract assessors from other features more suggestive
of depression.

Another diagnostic complication is the high incidence of apathy in Parkinson’s
disease. Pluck and Brown* compared patients with Parkinson’s disease with
other patients with a chronic disabling condition (osteoarthritis). They showed
significantly higher levels of both apathy and depression in the Parkinson’s
group. However, they found that apathy in patients with Parkinson’s disease is
not specifically correlated with depression. They replicated previous findings
suggesting that apathy is probably more likely to be related to impaired cognitive
(executive) function. This was despite having a relatively small proportion of
patients with possible dementia in their sample. All of these were defined as
apathetic, ‘consistent with the classical description of fronto-subcortical dementia’.
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Given this finding and those of Aarsland ez a/.** and Tandeberg e# a/*° noted above
it is clear that an assessment of cognitive function should form part of the initial
assessment of any patient with Parkinson’s disease and any symptoms suggestive
of depression. While depression can interfere with performance on cognitive
testing, the patient may also benefit from separate treatment of their cognitive
symptoms.

Having identified a probable case of depression in Parkinson’s disease, treatment
needs to consider biological, psychological and social factors.

Biological factors

1 Psychotropic medication: Despite the incidence of Parkinson’s disease, Slaughter
et al>* found few studies examining the effectiveness of antidepressants. They
note that while tricyclics (TCAs) have previously been commonly used that
they may induce delirium and memory impairment, because of the anti-
cholinergic effects; and postural hypotension, because of alpha-adrenergic
blockade. They cite Richard and Kurlan,* whose survey found that over 50%
of physicians used SSRIs in preference to TCAs because of these concerns.
This was despite reports of deteriorating motor function reported by some
clinicians in certain cases. This may relate to CSM reports of extra-pyramidal
symptoms, especially with paroxetine.** Sertraline and citalopram might be
preferred because of this finding and the fact that they are also associated
with fewer drug interactions during metabolism in the liver via cytochrome
P450.

2 Electroconvulsive therapy (ECT): A review by Cummings® cites a number
of studies that report that ECT can be an effective treatment for depression
in Parkinson’s disease and that there is often an improvement in the motor
symptoms in the short term as well. However, the likelihood of subsequent
delirium probably limits its use to more extreme or resistant cases.

3 Treatment for the motor symptoms of Parkinson’s disease may also be beneficial,
by improving independence and social opportunities.

4 Possible future developments: A number of trials have noted good results for
cholinesterase inhibitors in the treatment of the neuropsychiatric complications
of Parkinson’s.*#4¢ Given the associations noted above between cognitive
impairment and both apathy and depression, it might be postulated that similar
treatments might have a role in the treatment of a subgroup of Parkinson’s
patients with low mood.

Psychological factors

There appear to be few trials of psychological therapies specifically for depression
in Parkinson’s disease. However, both theoretically*” and from anecdotal reports it
seems likely that cognitive behaviour therapy would be an appropriate approach,
although further research is necessary.
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Social factors

Patients with Parkinson’s disease and depression will obviously have many of the
social difficulties common to many older people and assessments of their needs
should include finances, housing, aids and adaptations required and opportunities
for social interaction and availability of practical support and care.

Stroke

As with all disorders, estimates of incidence depend on the populations studied
and the assessments used.*® Two large Scandinavian studies suggest that the
incidence of affective disorders after stroke is high with up to a quarter of patients
suffering from major depression and many more with significant depressive
symptoms.*° An Australian study looking just at patients in the community (i.e.
excluding inpatient and rehabilitation unit populations) showed a somewhat
lower incidence (15 % major depression, 8 % minor depression).’! They also found
high levels of anxiety disorders in both men and women post stroke (26% and
39% respectively). There is also evidence that most of those that were found to be
depressed three months after a stroke were still depressed at one year.*’

There has been ongoing controversy as to whether lesion location affects the
risk of depression. However, this view is not supported by a systematic review by
Carson et al.>?

Looking at prognosis there is evidence that major depression at three months is
correlated with both depression and also poor functional recovery at 15 months.”
There is also evidence that depressive symptoms are associated with increased
mortality at 12 and 24 months, after adjusting for stroke severity.*

Andersen et al.”> found that a previous stroke, a previous history of depression,
female gender, living alone and social distress were the main risk factors for post-
stroke depression.

Clearly, the most important issue having identified a patient with depression
post stroke is what treatments may be beneficial? A Cochrane review looking at this
issue was disappointing.”®’’ They found nine trials that were eligible for inclusion
in the review. Both the seven trials examining the use of antidepressants and the
two looking at psychotherapy showed a trend for improvements on depression
rating scales but no strong evidence that either demonstrated clear benefit with
regards to remission of depression. Nor did a study of cognitive therapy for
depression post stroke show any benefit.”® Hackett et a/>° suggest that there is
insufficient evidence to support the routine use of antidepressants to prevent
depression or improve recovery from stroke and they call for more research to
define the role of antidepressants post stroke. Similarly, a further review of non-
drug strategies aimed at resolving psychosocial difficulties after stroke™ failed
to find convincing evidence of their effectiveness. However, a study comparing
areas of Finland with and those without community follow-up and intervention
programmes did demonstrate lower levels of depression at three months in the
areas with these arrangements.*
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Another associated problem commonly encountered after a stroke is
emotionalism, characterised by persistent crying following minor provocation.
Calvert et al.® found that 21.5% of stroke survivors had emotionalism (38% of
whom also had depression). Andersen®® states that the mechanism may be partial
destruction of the serotonergic raphe nuclei in the brainstem or their ascending
projection to the hemispheres. This might explain the positive results of trials of
antidepressants (tricyclics and SSRIs) in the treatment of emotionalism.

Depression and hypochondriasis/somatoform disorders/
chronic pain

There is a significant overlap between affective disorders and medically unexplained
symptoms, with approximately 50% of patients with medically unexplained
symptoms having comorbid anxiety, depression or severe sleep disturbance.®
There is little research into medically unexplained symptoms in older people, but
the prevalence is probably similar to that in younger people.® GPs in a study by
Sheehan ez al.* suggested that over 35% of older patients had physical symptoms
at least equally of psychological origin.

The terminology used to describe physical symptoms without a medically
explained, organic cause is unsatisfactory. Terms such as hypochondriasis and
somatisation have been used both to describe psychiatric syndromes with
prominent somatic symptoms and to describe the mechanisms whereby these
symptoms may be generated. However, they are also included within the DSM-
IV® and ICD-10% classifications of categories of somatoform disorders.

DSM IV® states that

the common feature of the somatoform disorders is the presence of physical symptoms
that suggest a general medical condition (hence the term somatoform) and are not
fully explained by a general medical condition, by the direct effects of a substance, or
by another mental disorder (e.g. panic disorder). The symptoms must cause
clinically significant distress or impairment in social, occupational or other areas of
functioning.

Somatoform disorders do not include ones where physical symptoms are

intentionally induced, nor do they include psychological factors affecting a medical

condition, as the symptoms cannot be accounted for by any medical disorder.
ICD-10% (section F45.4) describes persistent somatoform pain disorder.

The predominant complaint is of persistent, severe and distressing pain, which cannot
be explained fully by a physiological process or physical disorder, and which occurs in
association with emotional conflict or psychosocial problems that are sufficient to allow
the conclusion that they are the main causative influences. The result is usually a marked
increase in support and attention, either personal or medical.
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In DSM-IV® it states that ‘psychological factors are judged to have an important
role in its (the pain’s) onset, severity, exacerbation or maintenance’. This definition
perhaps changes the focus slightly by not requiring the psychological factors to
have a role in causation. As we will see later, cognitive therapists working in this
area have drawn heavily on work from the field of the anxiety disorders to develop
maintenance models for these disorders.

Approximately 20% of new consultations in primary care relate to somatic
symptoms for which no cause can be found and it appears that pain is a common
presenting symptom of emotional disorder.®” While most of these unexplained
symptoms are transient, 20% of them are distressing and persistent with a
resultant resource issue.®® Many hospital specialists will see patients with medically
unexplained symptoms: e.g. atypical chest pain presenting to cardiologists,
headache to neurologists and irritable bowel syndrome to gastroenterologists.

Katon ez al.®’ report a case series of distressed, high utilisers of primary care
services. The DSM-IV® criteria for somatisation disorder require more than 12
medically unexplained symptoms from various body systems. Katon ez a/.% found
that patients with fewer medically unexplained symptoms still have significant
clinical and behavioural features of somatisation. Furthermore, an increasing
number of medically unexplained symptoms was associated with higher lifetime
rates of panic disorder and major depression. They suggest that somatisation
should be viewed as a continuum.

Chronic pain is a common symptom in older people presenting to health services
in both primary and secondary care. The Oxford Concise Medical Dictionary™
defines pain as ‘an unpleasant sensation ranging from mild discomfort to agonising
distress, associated with real or potential tissue damage. Pain is a response to
impulses from peripheral nerves in damaged tissue’. However, despite advances in
medical technology the evidence for a link between pain and tissue damage is often
limited. Jensen ef al.™ report that many people with abnormalities on magnetic
resonance imaging (MRI) do not report pain. On the other hand, Spitzer ez al.”
report that many people who report back pain have no identifiable pathology.
Indeed Fordyce” suggests that ‘fewer than 15% of persons with back pain can be
assigned to one of the categories of specific low back pain’.

It has also long been recognised that physical pathology does not perfectly
predict pain severity and that different people respond in a variety of ways to
chronic pain.”* Banks and Kerns” found that rates of depression in patients with
persistent pain were high (30-54%) and it appears that this association is mediated
by psychosocial variables such as perceived life control.”

So it would certainly appear that medically unexplained symptoms, especially
pain, are common and disabling. The introduction of the Gate Control Theory
of pain”’ opened the way for the use of words such as ‘emotional experience’ as
a description of pain, acknowledging the influence of psychological variables.
It proposed that rather than a simple mechanism of receptors that transmit
noxious stimuli via afferent nerve fibres from the periphery to the spinal cord,
the gate control mechanism receives a balance of afferent fibres of different types
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in addition to efferent fibres that can modulate the subject’s experience. This
complex theory allows an explanation of situations where the subject denies pain
despite obvious tissue damage as well as situations where pain is experienced
despite transection of pain pathways at numerous levels.

There is a vast amount written on the subject of pain and this chapter can
only look at a small proportion of published studies. Evidence from the cognitive
literature suggests that a number of factors are important in the maintenance of
mood disorder, functional impairment and pain in such patients. I have tried to
pick out a few studies that look at the concepts important in the model presented
later.

Rosenstiel and Keefe” found that cognitive and behavioural coping strategies
are commonly used but not particularly effective in giving patients a sense of
control over their pain or reducing the pain. They found that catastrophising (e.g.
‘T worry all the time about whether it will end’) was related to poorer emotional
adjustment in terms of anxiety and depression ratings, but not pain ratings. Geisser
et al.”” went on to suggest that ‘catastrophising may be more important than
depression in terms of how chronic pain patients ultimately evaluate their pain
experience and may impact on how they cope with chronic pain.’

Two studies by Williams®**8! examined beliefs about pain and found that
patients who believed strongly that their pain would persist were poorly compliant
with both physical and behavioural interventions. Patients who believed their pain
to be mysterious exhibited more psychological distress, more somatisation and
poorer compliance.

Eccleston® looked at the importance of attention. He suggests that any task
pitted in competition with pain must be one that demands higher controlled
attention, as pain seems designed to gain access to consciousness by interrupting
all other current processing. Intensity (as shown in this study) and quality of the
pain are also likely to be important in the pain’s success in capturing attention.
Eccleston® therefore goes on to ask, not whether distraction works, but under
what conditions does it work? He raises concerns about patients with chronic pain
being encouraged to use distractional coping strategies. A task that is sufficiently
demanding of attention may be effortful and tiring. Once used repeatedly a task
will require less central resource, thereby allowing pain to enter consciousness.
Avoidant strategies may not only be ineffective but may have ‘adverse and
maladaptive effects’. Indeed Rosenstiel and Keefe’ showed that patients who
diverted attention or prayed had more pain and functional impairment. Eccleston®
suggests that focusing on the pain and redefining its meaning may be a more
effective way forward.

Asmundson e? al.%% examined fear of pain and found that it appeared to predict
functional impairment. Vlaeyen ez al.®> examined how fear of movement/(re)injury
relates to behavioural performance and various other variables in chronic low back
pain patients. Included in the study were 103 patients with chronic low back pain
who either had minimal organic findings or symptoms disproportionate to the
demonstrable organic findings. When gender, pain intensity and compensation
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status were controlled for, the authors found a correlation between catastrophising
and to a lesser extent depression and fear of movement/(re)injury. They moved
on to examine whether fear of movement/(re)injury is related to behavioural
performance. With a smaller number of patients they went on to expose subjects
to a simple motor activity and found that indeed the patients with the higher fear
of injury avoided motor activity more.

Sharp® proposes a cognitive-behavioural model (see Figure 9.1), which suggests
that the problems a patient experiences in association with pain originate in the
way the patient reacts to the pain. Reactions are defined as all forms of cognition,
including imagery (not just observable behaviours). Thus distress or disability are
determined more by appraisal and interpretation rather than sensory activity.

As indicated in Figure 9.1, there are a number of feedback loops that can lead to
maintenance of the distress, disability and autonomic arousal, even in the absence
of the original sensory stimulus. The model builds on the work of Salkovskis®*” in
suggesting that safety behaviours may prevent disconfirmation of beliefs regarding
pain and disability. Meanwhile anxiety and distress may maintain autonomic
arousal, potentially confirming more negative interpretations. Sharp® suggests
that affective disorders may lead to cognitive errors and negative appraisals
being more likely, thus further maintaining the problem. Sharp® also alludes to
the possible relevance of meta-cognitions, worries a patient has regarding pain,
and the possibility that cognitive coping strategies to suppress these worries may
themselves be safety behaviours.

The model includes iatrogenic factors. These may be relevant because of side-
effects or physiological responses to medication or investigations. The meaning
of these symptoms for the patient may further confirm negative appraisals. These
factors are thus added to the patient’s evaluation of the doctor’s behaviour in
recommending the tests or medication in the first place. Kouyanou ez a/* and
Pither and Nicholas™ support the view that doctors may inadvertently reinforce
patients’ anxieties and reinforce disability and a passive approach by accepting
requests for further investigations or treatments.

The model is a complicated one and this may affect its utility. It would certainly
be hard to develop this with a patient. However, the model certainly addresses
many of the issues raised by the evidence put forward earlier. Perhaps it would
be helpful to see more emphasis placed on cognitive coping strategies, especially
given the wealth of studies that have looked at this area. The cognitive aspects of
the model are lumped together as appraisals and evaluation. It is clear how beliefs
about pain are incorporated but perhaps less so with respect to coping strategies.
However, the use of so many feedback loops helps to illustrate the complicated
nature of the problem and, clinically, individual maintenance cycles may be drawn
out and addressed in therapy. Obviously, the utility of the model depends on the
response to treatment obtained by patients and trials are required to test this.

In developing a similar cognitive model for somatoform disorders, Looper
and Kirmayer” suggest that the various diagnoses that make up the somatoform
disorders ‘involve common processes of bodily preoccupation and symptom
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FIGURE 9.1 The reformulated cognitive-behavioural model of chronic pain.®

amplification’, making it useful to conceptualise them together. They describe
similar factors to Sharp® but perhaps stress more the interpersonal factors that
may be important, as the reactions of others, particularly those in a caring role,
may reinforce patterns of behaviour.

Approaches to engagement/management

One of the biggest issues in the treatment of patients with medically unexplained
symptoms is the tendency of people, both professional and lay, to talk in terms
of the mind/body split. If there is no demonstrable physical cause for symptoms
then they must be ‘all in the mind’. This creates a challenge for patients and
professionals alike. Despite good evidence from systematic reviews that treatments
work (CBT*? and antidepressants®), there is also evidence that professionals are
reluctant to refer. Also, many patients are reluctant to consider engaging with
mental health professionals. This tends to lead to a reliance on physical treatments
that appear to have limited benefit, at least from the point of view of functioning.
For example, 20% or fewer of lumbar surgery patients return to work.* Patients
with chronic pain are often prescribed strong analgesics but there is emerging
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evidence that opioids rarely improve physical or emotional functioning (Turk,
in press). There is now evidence that cognitive processes are important. CBT
appears to lead to improvements in mood and daily activity by decreasing fear
and avoidance. It appears that pain itself may be of limited importance in terms
of functional recovery and a couple of studies have found that changes in pain
or physical capacity accounted for relatively little or no variance in functional
outcomes.” Furthermore, among patients referred to a pain clinic, the strongest
predictors of satisfaction were: perceiving that the evaluation was complete, feeling
they received an explanation for treatment and believing that treatment improved
daily activity.”

So, one of the main issues seems to be developing a formulation with the patient,
using the concepts described above, to shift their focus away from unhelpful
medical investigations and treatments, towards an alternative perspective that
looks more at functional outcomes than merely symptoms. Clearly, this can be
a difficult process for many patients and doctors. It is obviously important that
the patient feels that their symptoms are assessed and investigated appropriately.
However, it is also important that this process is logical and has an appropriate
end-point. A succession of normal investigations or unsuccessful symptomatic
treatments gives the message that a definite diagnosis and/or cure are around
the corner if only they are patient enough. This tends to shift the patient’s focus
more towards physical symptoms and in turn is likely to lead to further functional
impairment and deterioration in affective symptoms. To reverse this trend it is
important to engage not only the patient but also carers and doctors in agreeing a
more helpful approach. (Although in older people inter-current health problems
very frequently complicate this process.)

Even if there is no medical explanation for the symptom, the symptom is still
there and distressing for the patient. This needs to be acknowledged as many
patients will have had the experience of not feeling believed. Once the patient feels
that they have been understood and that they have an understanding of how these
various factors impact on their experience there is a greater chance of breaking
the cycle of unhelpful medical interventions. It may then be possible to engage the
patient in eliciting goals that are in keeping with their values and this in turn helps
to focus work on areas of functional impairment rather than constantly focusing
on symptom levels.

It seems likely that the concepts discussed here in relation to medically
unexplained symptoms may still be useful in the management of patients with
medically explained symptoms. Just because we are unable to discover a cause for
a symptom it does not mean that the level of functional impairment experienced
is not amenable to change.

KEY POINTS

» Depression is common in physically ill older people, particularly in
Parkinson’s disease and after stroke.
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Depression is associated with poor physical outcomes; in particular
depression is an independent risk factor for myocardial infarction.

One should have a high index of suspicion when assessing physically ill older
people in whom psychological symptoms, such as guilt and hopelessness,
appear to differentiate better than somatic symptoms, between the depressed
and non-depressed.

In chronic pain, beliefs in a mind/body split among both patients and
professionals lead to a reliance on physical treatments that appear to have
limited benefit, at least from the point of view of functioning.

Even if there is no medical explanation for a symptom, the symptom is still
there, is distressing for the patient and needs to be acknowledged. Once

the patient feels that they have been understood and that they have an
understanding of how these various factors impact on their experience there
is a greater chance of breaking the cycle of unhelpful medical interventions.
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CHAPTER 10

Depression in primary care

STEPHEN ILIFFE

Introduction

Depression appears pervasive, being the most common mental health problem of
later life, affecting approximately 15% of older people (when defined broadly),
but fortunately only 2% (about the same prevalence as diabetes or schizophrenia)
when considered in its most severe form. Every general practitioner or practice
nurse will be encountering depressed older patients on a daily basis, either
because they seek help for symptoms related to their depression, or because
their depression is an aspect of long-term conditions monitored and managed
in primary care."?’ Tiredness, sleep disturbance, low energy and demotivation
are commonplace problems brought to general practitioners by depressed
older people, but often as a second layer of symptoms behind the painful joints,
shortness of breath or gastrointestinal complaints that dominate their daily life.
This ubiquity is problematic for primary care, because it can make us expert in
the recognition of and response to depression, as we gain clinical experience over
thousands of encounters, or render depressed mood so usual that it comes to be
seen as normal, particularly when associated with age.

The housebound are twice as likely to experience depression as more mobile
older people,’ a fact that needs to be remembered at every home visit, while those
living in sheltered accommodation may have a prevalence of depression closer
to one in four.® High rates of depression are found among users of home care
services,” and older people who have just moved into a care home are particularly
at risk of developing depression.® Both these associations should be part of the
tacit knowledge of social care managers and providers, as well as the community

161



162 PRACTICAL MANAGEMENT OF AFFECTIVE DISORDERS IN OLDER PEOPLE

and care home nursing staff that are the main clinical support for depressed
older people. There is also some evidence that mistreatment and neglect in older
people, including self-neglect, are associated with depression,'® a factor that can
be overlooked in the need to protect vulnerable individuals from harm.

Poverty and depression go together!® and although poorer and less educated
older people have no monopoly of depression, they are less likely to seek help
or treatment for it.!! The first wave of the English Longitudinal Study of Ageing
(ELSA),*? found that depression was widely associated with the key dimensions
of social exclusion. In each of the dimensions of social exclusion (age itself,
living alone, being in poor health, being from an ethnic minority and having
a low income — but not limited possession of material goods) being depressed
was strongly related to the likelihood of having a poor quality of life. Finally,
depression particularly affects those older people caring for others, making carers
an important group to identify in primary care.

Untreated, depression shortens life and increases healthcare costs, as well
adding to disability from medical illnesses.” It seems to increase mortality from
all causes,™* and is the leading cause of suicide among older people.” Suicide is
associated with physical illness in older age groups, rather than with the substance
abuse and personality disorder that characterise younger cohorts.!* High and
rising rates of suicide among older adults — particularly men — are a worldwide
phenomenon,'”'® and the increasing incidence of depression in recent cohorts
portends ominously for future generations of older adults. Late-life depression
is also associated with higher than expected morbidity, disability and mortality
from a wide range of natural causes.'” One large-scale community study has shown
that the relative risks of both all-cause mortality and cardiovascular mortality
are highest in depressed individuals with established heart disease, but are also
elevated in those with no evidence of cardiovascular pathology at entry to the
study.?® Depression is one of the main risk factors for sudden death up to one
year after myocardial infarction, after adjustment for other risk factors,?' and
also predicts a poorer outcome after life-threatening illness like subarachnoid
haemorrhage, pulmonary embolism or bleeding peptic ulcer, even allowing for
illness severity.?!

Depression in later life is associated with high use of both medical and social
services,” making it an important issue for commissioners hoping to contain
expenditure, and depressed older people are more likely to be treated for anxiety
(or physical symptoms like pain) than with antidepressants or psychological
therapies. Depression is pervasive in many senses, being connected to physical
illness, poverty, disability and living circumstances, as well as being widespread
in the older population. The impact of depression, and its associations with
illness and disability, are now recognised in the NHS contract with general
practice. Within the Quality Outcomes Framework (QOF) depression is not
only identified as a disorder that needs to be identified, treated and monitored
in its own right, but also in its relationship to heart disease, COPD and diabetes.
This pervasiveness also gives us some clues about why responding to depression
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in later life can be difficult, but first we must think about the course of this
disorder.

Prognosis

Depression in later life has a poor prognosis, with a chronic relapsing course.?
A study from the Netherlands showed that among depressed older people
attending general practice a third remitted without relapse after one year, a quarter
remitted but relapsed and 40% remained chronically depressed.?? However, this
poor prognosis does not mean that recognition and response to depression in
older people is pointless, because when depression is treated in older people,
their quality of life improves.? The relapsing nature of depression in later life is a
problem only if we see it as a homogeneous and curable disease; once we accept
it as a spectrum of potentially long-term conditions, each with a variable course —
variable enough to be experienced as remissions and relapses — then working with
depressed older people gets easier.

Most depression is treated entirely in primary care,?” but there is evidence of
poor detection?®*?° and less than optimal treatment’ among older adults. For
example, community studies show consistent under-documenting of depression
in medical records when compared with depression prevalence,’? and ‘physical’
symptoms of depression may simply not be recognised for what they are.””
Only a small minority of depressed older individuals with significant symptoms
receive treatment or referral, even though their general practitioners frequently
recognise their depressed state.”* The severity of the depression and high levels
of anxiety seem to be triggers for referral,”® but as a whole it seems true to say
that depression in later life is underestimated, under-diagnosed and probably
under-treated. Both general practitioners and hospital doctors have been criticised
for their tendency to miss depression in their patients,’® but as we shall see the
presentation and pattern of depression in older people in the community are so
complex, and the uncertainties about the effectiveness of intervention so great,
that under-diagnosis is almost assured. That is not to say that we cannot do better,
and become more adept at seeing the depressive symptoms woven into a dense
pattern of problems.

Most older patients with depression consult their general practitioner with a
combination of physical and psychological symptoms, and more often than not
depression is intertwined with other aspects of everyday life. The older woman
disabled with arthritis of the lower spine, whose life has become restricted by pain
and immobility, may also be struggling with events like the acrimonious divorce
of one of her children, while also caring for a spouse with disabilities worse
than her own. Her tiredness, pain, sleep disturbance and irritability seem to her
to be the common ground for the different losses in her life, holding together
her difficulties in an understandable pattern, rather than being an entity worth
attending to in its own right. The older widower who finds himself increasingly
alone as his friends die, and whose heart failure limits his ability to get about, may



164 PRACTICAL MANAGEMENT OF AFFECTIVE DISORDERS IN OLDER PEOPLE

JapJosip

elwAyisAqg poow diuebug uoissadap Jolep

SaA
uoissaldap Jouly _N\mEBQE\Am u_coEo_
A
SaA °N

‘Sy9am %<& 1a3nde-qng

;sleak z=>

_ K@y JapJosip Juawisnipy _ Ayoedeoul

91eJapo HHM

_39_: uoloead aAlssaldap jalg _ _ Kyoedeoul ply _ yum

A

ON

SaA ON

£108442 Bnup Jo JapJosip jeaishyd
9)NJE Y}IM PajeId0SSe }3su()

A

i SY99M -7 swoydwAs
:93ndy noj 0y om|

SaA

SOA

_,mmmcummmzmucmamgmuca.__ Ayoedeoul jewiunpy _ Yim

sso] Adowaw pue Ayaixue

/oz
_ swoldwAs a1o0w Jo aAI

A

S}99M OM] I1SBD) 18

‘swojdwAs a13ewos buipniou|

Y

Jo} swoldwAs uoissaldaq

FIGURE 10.1 A map of late-life depression.



DEPRESSION IN PRIMARY CARE 165

think that his low mood and loss of enthusiasm for life are entirely understandable
and even appropriate, saying: ‘What can I expect at my age?’ These perspectives
are important, and no general practitioner or practice nurse will get away with
contradicting them, for they are the explanatory models that facilitate or impede
self-care and the self-management of persistent problems, including depression.
Equally, no primary care professional should accept them as the only explanatory
model, and leave them unchallenged. At the very least an open discussion is
needed about where depression — if it can be accepted as a distinct problem at
all — fits into the everyday experience of the individual. To have that discussion
clinicians need to have their own explanatory model, detailed and complex
enough to match their patient’s reality. This chapter is an attempt to outline such a
model, both for primary care professionals and for specialists who are expected to
provide guidance, education and training in the management of common disorders
like depression,’” knowing that collaboration between general practitioners and
specialists is associated with better treatment outcomes for depression.’®*’

The challenge for general practice

Let us start from first principles. The continuity of care that general practice still
offers permits long-term care and commitment, and treatment can be given in a
more familiar environment without stigmatising the patient.* Recognition and
management of depression in older people do seem appropriate tasks for general
practice, especially given the scale and pervasive impact of depression. However,
four things get in the way of identifying depressed older people and initiating
treatment: recognition can be difficult, acceptance of the diagnosis or any treat-
ment may be contested, resources for any therapy other than medication may be
limited, and awareness of the poor prognosis may inhibit action.

Recognition of depression in later life can be a problem in the community
because the typical features of depressed mood or sadness may not be evident,*!
or may be masked by anxiety, cognitive disturbance or somatic complaints.*
Sleep disturbance, failure to care for oneself, withdrawal from social life, appetite
disturbance and ‘joylessness’,* unexplainable somatic symptoms or hopelessness
about a coexisting physical disorder may be the clues to depression, which might
be best understood by both patient and practitioner as a physical disorder with
emotional symptoms and an unclear biochemical basis.**

Most older people with depression symptoms fall into the ‘dysphoria’ or ‘de-
moralisation syndrome’ group where the appropriateness of the clinical label
of depression may be contested by patients and their families, often because
the depression is associated with other problems, and where the effectiveness
of treatments is less clear than in major depression, which is clearly amenable
to treatment. It may be useful to consider late-life depression as a spectrum
rather than a series of discrete diagnostic categories. For example, many so-
called ‘sub-threshold’ (minor) depressions (see later) appear to be cases of
incompletely resolved depressive episodes.*® This spectrum can be visualised as a
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map, as shown in Figure 10.1, in which chronicity and severity (both in numbers
of symptoms and their impact) are used to distinguish between subtypes of late-life
depression.

Organic mood disorder is particularly important in general practice, given
the salience of the disorders and medications that cause it. It is diaghosed when
there is a direct link between the onset of depression and either a systemic or
neurological condition or an ingested substance or drug. There are a large
number of conditions which may act in this way, the most common being cancer,
stroke, Parkinson’s disease, hip fracture, myocardial infarction, heart failure,
chronic obstructive pulmonary disease and asthma.** The prevalence of organic
depressive disorder caused or aggravated by medication is not known, but it has
been estimated that beta-blockers alone could account for 1-10% of depressive
disorders in older people.*® Alcohol can precipitate or prolong major depression
or depressive symptoms.

Components of good practice

Placing an individual at a point on the map does help the practitioner to consider
the best approach to treatment, assuming that common ground can be found
between the perspectives of the patient and those of the professional. Although
the evidence base is limited compared with that for depression in younger people,
recent guidelines suggest the following statements can be made with some
confidence.

1 Antidepressant drugs are effective in older patients with depressive episodes.

2 There is evidence for the efficacy of antidepressants in dysthymia and minor
depressive disorder of at least four weeks’ duration.®

3 Antidepressants are effective in depressed patients with a range of physical
comorbid conditions, although tolerability varies.

4 There are no important differences in speed of onset of antidepressants,
although in general older people take longer to recover than younger adults.”

5 Age should not be a barrier to receiving a psychological therapy.” With
increased knowledge about their efficacy demand for psychological treatments
by older people is likely to increase, with more opting for a psychological
approach over drug treatment.

6 Psychological treatments such as those recommended by the English National
Service Framework for Older People include cognitive behaviour therapy
(CBT), interpersonal therapy (IPT) and brief focal analytic psychotherapy.
These are effective treatments for depressive disorder in older people but are
under-used. Other effective interventions include life review and problem-
solving therapy.’?”

7 For moderate to severe (non-psychotic) depressive episode treatment which
combines antidepressant medication with a psychological intervention such
as CBT or IPT is associated with better outcomes than either intervention
alone.
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8 For adjustment disorder and minor depression (and possibly mild depressive
episodes) offering structured support to the patient and caregiver may be
effective. The structure involves active listening, weighing options, considering
actions and reframing perceptions, and borders on the techniques used in
cognitive behaviour therapy. Offering support is not doing nothing, nor is it
‘having a chat’. In therapeutic trials quite high rates of symptomatic recovery
have been observed in controls groups comprising ‘attention’ or ‘support’.>*

9 Psychological treatment delivered alongside physical treatment has been shown
to be an effective preventive treatment for patients at high risk of relapse.
Structured support, delivered by general practitioners and practice nurses, is
one (albeit limited) form of such psychological treatment.

The messages for primary care are clear. General practitioners, practice nurses
managing chronic diseases, and community nurses seeing the most disabled and
dependent older people can and should offer ongoing therapeutic support. General
practitioners can offer antidepressant treatment when appropriate, and practice
counsellors can offer brief psychological interventions. There is no more rationale
for nihilism in the treatment of late-life depression than there is for ignoring
osteoarthritis, established heart disease or benign prostatic hypertrophy.

The management of late-life depression

Depression is manageable within everyday routine care, provided that encounters
with the depressed older person occur often enough for these general management
principles to be implemented.”

» Educating the patient (and caregivers) about depression and involving him/
her in treatment decisions.

+ Treating the whole person, including any coexisting physical disorders. This
entails: paying attention to sensory deficits and other handicaps; signposting
the patient to appropriate social care agencies; and reviewing medication
with a view to withdrawing those unnecessary.

+ Treating depressive symptoms with the aim of complete remission (as
residual symptoms are a risk factor for chronic depression).

+  Monitoring the risk of self-harm and promptly referring patients who should
receive immediate specialist treatment.

Choosing an antidepressant

There is little evidence that one antidepressant is more effective than another.
The choice is determined by patient characteristics (such as severity of depression
— perhaps favouring tricyclics; safety — favouring newer antidepressants; prior
response to a particular agent; tolerability; anticipated side-effects; drug inter-
actions; compliance; and frailty) and by local protocols. In primary care, newer
drugs such as the SSRIs have replaced tricyclics as the drugs of first choice. Newer
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antidepressants are better tolerated than older drugs but the difference is not
great. In frail patients it is advisable to commence treatment with a low dose and
titrate gradually to the therapeutic dosage range.

Collaborative care

We need to capitalise on and improve the capacity of the existing services used by
older people to recognise and respond to late-life depression. Neither education
of primary care professionals nor screening of older populations is likely to be
effective as stand-alone strategies for enhancing capacity. We have an example
from British general practice where use of a validated screening instrument for
detecting depression did yield more cases than clinical judgement revealed, but
better identification did not seem to lead to more treatment.’® In a similar American
study’’ feedback to primary care physicians about missed depression improved
their recognition, but did not alter management. The general practitioners in these
studies may have been categorising their patients by perceived treatability, and
not initiating any form of therapy or referral for those with ‘minor depression’
for whom they felt they had no obvious treatment. Despite this evidence some
specialist opinion continues to advocate screening of primary care populations.”®

The most productive approach may be to emphasise the benefits of tailored
treatment packages, and to demonstrate their usefulness. From studies of younger
people with depression, strategies which have been associated with improved
outcomes include the identification of a case manager (for example, a practice
nurse) and integrating primary care services with those of specialist mental health
services. Some other elements of these models of care have involved telephone
support (a relatively low-cost intervention) and improved access to psychiatrists,
which is more costly and may be impractical in many places.

Three studies have reported positive outcomes for community dwelling older
people. A Community Psychiatric Nurse (CPN) from a specialist mental health
team was more effective in the primary care management of depression in older
people than usual (general practitioner) treatment® and a research psychiatrist
implementing a management plan in frail older depressed patients (defined by the
amount of home care they received) living at home was more effective than general
practitioner treatment alone.® In a large randomised multi-centred trial involving
1800 patients aged 60 years or above with either a depressive episode, dysthymia
or both, an intervention involving a depression care manager with the deployment
of either an antidepressant or problem-solving treatment was significantly more
effective than usual GP care.”’

Conclusions

From the primary care perspective depression is a common relapsing syndrome
with a variable pattern of symptoms that can have a disabling effect on older
people. Late-life depression should be viewed in the same light as other chronic
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conditions and care delivered accordingly.*® Inclusion of depression in relationship
to chronic disease in the Quality Outcomes Framework in general practice will
be a useful incentive to enhancing the quality of care for depressed older people,
if it helps change clinical practice. While late-life depression cannot necessarily
be ‘cured’, it can be reduced, ameliorated and contained, so that the individual’s
quality of life improves. All treatment approaches start from the provision of
psychological support, and can include specific therapies, both pharmacological
and psychological. General practitioners and practice and community nurses
are pivotal to this process, providing continuity of care, exploring the patient’s
understanding and perceptions of their problems, providing structured support
and engaging other services as necessary. Specialists in community mental health
nursing and old age psychiatry can assist with making sense of symptoms and
coming to conclusions about the depth and severity of depression, and can advise
about the best combinations of therapies. Close working relationships with old
age psychiatrists are worth developing and sustaining.
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CHAPTER 11

The role of the nurse in the
assessment, diagnosis and
management of patients with
affective disorders

RICHARD CLIBBENS AND PAULA RYLATT

Introduction

For many older people experiencing affective disorders such as depression,
anxiety and psychosis, nurses are the health professionals they are most likely
to have contact with. Whether a nurse working on an inpatient medical ward in
a large acute hospital, a health promotion nurse or a community mental health
nurse, most nurses will have a significant range of contact with older people and
will need to have an understanding of the assessment, diagnosis and management
of these conditions when experienced by older people. This chapter seeks to
present an overview of common affective mental health problems experienced by
older people, with guidance on appropriate nursing assessment and interventions,
applicable to nurses working with older people in any setting. The second section
of the chapter provides a more detailed approach to the development of a bio-
psychosocial framework for the provision of nursing interventions in psychosis
experienced by older people.

Nursing assessment, diagnosis and management of depression
and anxiety in older people

As many as 10 to 15% of older people in the UK experience undiagnosed and
untreated depression. This is recognised as resulting in significant distress and a
negative impact on the quality of life and physical health for affected individuals.!
Despite the large and reportedly growing numbers of older people affected,
recent national reports and strategies consistently indicate that this remains an
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under-recognised (and under-diagnosed) problem, and even when identified does
not always lead to appropriate intervention and treatment. In 2003, the National
Statistics office of the UK identified that 10% of people aged 60 to 75 years living
in private households in Great Britain had a common mental disorder such as
anxiety, depression or phobias.? This report was based on a survey of psychiatric
morbidity carried out in 2000 by the Office of National Statistics. These mental
health problems were strongly associated with the presence of disability for
older people in completion of common activities of daily living. At every level of
physical ill health those with mental disorder were more likely to have problems
with activities of daily living, than those without. This has significant implications
across the whole spectrum of environments in which nurses provide care for
older people. Physical and mental health are inextricably linked. Physical health
and activity reduces depression and can prevent the occurrence of depression
in the first place. Physical ill health and disability are the most consistent factors
contributing to depression in later life. Promoting well-being and active ageing
reduces mental health problems for older people who are usually motivated to
remain active and involved in their community."?

Nurses provide healthcare to older people in a wide range of diverse settings,
including: health screening in primary care, specialist disease-specific clinics, acute
hospital care, teams working with people experiencing chronic illness and end of
life care. This breadth of assessment contact with older people means that nurses
across all specialities and settings caring for older people have a role in improving
the detection and treatment of depression and anxiety. Nurses often have sustained
contact with older people in care settings, which can enable the identification of
possible mental health needs through this privileged knowledge of the individual
over time.

Nurses are often the members of the multidisciplinary team with the greatest
opportunity to develop a trusting therapeutic relationship with an older person
in contact with health services. Such relationships can provide a safe and trusting
atmosphere for an older person to disclose potentially upsetting or sensitive
information regarding their thoughts, mood and feelings. Where the presence of
depression or anxiety has been identified, nurses are often well placed to obtain
crucial relevant assessment information, to enable discussion with the wider
multidisciplinary team regarding the most appropriate intervention. The use of
national guidelines or local protocols that are informed by national guidance can
enable a systematic approach to the assessment of depression and anxiety and
identification of appropriate interventions.

CASE HISTORY 11.1

Deirdre is 81 years of age, and lives alone in her home of 50 years. Over
the past six months Deirdre has experienced increasing pain and difficulty
when mobilising in the presence of her arthritis. She complains of feeling
dizzy at times and is embarrassed about recent occasions where her
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clothes have been stained with urine. When Deirdre attends an annual
health check appointment with her practice nurse at the health centre,
the practice nurse is concerned that she may be depressed. Following
a review of Deirdre’s currently prescribed medication, her dizziness
subsides, and she receives more effective pain control for her arthritis.
Adaptations are made to Deirdre’s home, which enable her to access the
toilet more safely and quickly. Following assessment by the continence
nurse specialist, Deirdre is using continence aids which have increased
her confidence to leave her home to visit family, friends and a local
social centre. These practical interventions have all promoted Deirdre’s
independence, increasing her ability to meet her social needs and need
for stimulation and activity.

This example demonstrates the potential for general health and social interventions
to directly impact on a person’s mental health, improving activity, confidence and
pleasure in life.

Promoting mental health

Age Concern and the Mental Health Foundation have identified the crucial
importance of promoting mental health and well-being in later life: ‘It is widely
acknowledged that the mental health and well-being of older people has been
neglected across the spectrum of promotion, prevention and treatment services.™
The negative effects of age discrimination in reducing opportunities for employ-
ment or effective participation in society and the absence of a ‘sense of belonging’
for many older people have been identified as key contributors to mental health
problems in old age. Age Concern identify that one in seven people over the age
of 65 experience ‘major depression’, which is severe and persistent and affects
their day to day functioning. The benefits for older people in maintaining their
mental health are clearly summarised in the following extract from the mental
health and well-being report published by Age Concern and the Mental Health
Foundation:

With good mental health we can:

¢ Develop emotionally, creatively, intellectually and spiritually

e Initiate, develop and sustain mutually satisfying personal relationships
¢ Face problems, resolve and learn from them

¢ Be aware of others and empathise with them

¢ Use and enjoy solitude

¢ Enjoy life and have fun

¢ Laugh, both at ourselves and the world.*

A wide range of factors clearly impact on a person’s potential to sustain effective
mental health in old age. Poverty can severely limit an older person’s capacity to
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maintain a range of hobbies and interests or engage in travel and other activities.
Where finances are very limited this may impact on the person’s ability to enjoy a
varied diet and the treats and luxuries that most of us expect to enjoy from time
to time.

Mental illness in old age is common in all care settings and for older people
living at home without provision of care services it is mostly unrecognised.”® The
Department of Health anticipates that the majority of mild and moderate severity
mood disorders among older people will be managed in mainstream settings by
staff without psychiatric training. Nurses who specialise in older people’s mental
health therefore have a key function in supporting colleagues in the

development and implementation of guidance for the detection and initial management
of mental illness in later life in mainstream settings, and assisting with the elucidation
of referral pathways to specialist and generic support services for older people with
mental illness.®

In 2006 the Healthcare Commission identified that little evidence had been found
of communities developing systematic ways of tackling loneliness and social
exclusion among older people in order to promote good mental health, since
publication of the National Service Framework for Older People in 2001.17 In
2002 the Audit Commission identified that there continued to be very limited
provision for services which are acceptable and appropriate for people from
black and minority ethnic communities.® Improving the appropriateness of
older people’s mental health services for people from black and minority ethnic
communities remains a significant development need in the commissioning and
provision of services. Many nurses have a lead role in local health and social care
partnership projects designed to tackle social exclusion and exclusion related
to ethnic and cultural identity. As nurses it is essential that we promote at every
opportunity the importance of social inclusion for all older people and more
specifically better access to assessment, diagnosis and treatment of mental health
problems in old age for marginalised or excluded groups.

A range of accredited tools for use at overview assessment as part of the sin-
gle assessment process (SAP) can be employed at initial assessment contact with
older people.”!® Typically, these global assessment tools will include brief measures
of mood state. The EASY care tool, for example, includes a three item Geriatric
Depression Rating scale.! It can be difficult for non mental health practitioners to
know how to interpret the results from such brief scales, however, unless a clear
pathway or protocol for more detailed mood assessment is in place.

Locally agreed protocols for the detection and treatment of depression have
been introduced widely across the NHS, in part as a requirement of the NSF
for Older People.” The National Institute for Health and Clinical Excellence
guideline on depression'? recommends using the ICD-10 criteria for diagnos-
ing and assessing the severity of depression,” but identifies that one occasion
of ‘counting the number of symptoms’ is not a realistic way to accurately iden-
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tify the true severity of someone’s depression. Assessment should also include
the past history and family history of depression and the degree of disability
experienced.™

What is depression?

Depression refers to a wide range of mental health problems characterised by
a loss of interest and enjoyment in ordinary things and experiences, low mood
and a range of associated emotional, cognitive and behavioural symptoms.
Distinguishing between ‘normal’ mood changes and major depression can be
problematic. The persistence and severity of the changed mood, presence of other
symptoms and functional and social impairment form the basis of distinguishing
between the two.!>!

Depression is more common in people with chronic medical conditions such
as diabetes, chronic obstructive pulmonary disease and cardiovascular disease.
At least two thirds of depressed people who see their general practitioner (GP)
present with physical symptoms rather than psychological symptoms. Nurses
working in primary care should ensure that screening for depression in high-risk
groups of older people takes place, such as those with a history of depression,
significant physical illness causing disability and people with other mental health
problems such as dementia.!?*

Mental health nurses can lead in the identification of contact with and referral
rates for older people experiencing depression, in light of the national statistics
which reveal this as a common but hidden problem. Depression in older people
has been reported as frequently under-detected and untreated in primary care.®
Core to the treatment of depression is an explanation to the person of their
diagnosis and of their symptoms. Mental health professionals should provide
training and support for primary care teams, making particular effort to contact
those who refer very few people.>"

All nurses working with older people should ensure screening takes place for
adverse drug effects as a cause of identified depression. Drugs that may be in-
volved include centrally acting antihypertensives (e.g. methyldopa), lipid soluble
beta-blockers (e.g. propranolol), benzodiazepines or other central nervous system
depressants and opioid analgesics."

Distinguishing grief from depression

Grief in the presence of bereavement or other significant loss is a normal psycho-
logical process of adjustment. This may be a necessary if distressing process
for an individual and it is important that this normal and natural process is not
misinterpreted as a formal mood disorder such as major depression. Where there
is concern that the severity or extended duration of a grief reaction is presenting
a risk of harm or excessive distress, specialist mental health assessment will be
appropriate. For most individuals experiencing prolonged or significant grief,
bereavement counselling may be offered as a helpful intervention.”
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NICE recommend that when older adults are experiencing depression, their
physical state, living conditions and risk of social isolation should be assessed.'?
This may clearly require a multi-agency approach to tackling the underlying causal
factors or background to an older person’s experienced depression.

Identifying depression

The clinical presentation of depression in older people is in many ways the same
as for younger adults.'® Standardised diagnostic criteria for the identification
of depression are recommended for use in adults regardless of age, as outlined
below:

Ask about the following key symptomss:
> persistent sadness or low mood

+ loss of interest or pleasure

+ fatigue or low energy.

If any of the above have been present most days, most of the time, for at least two
weeks, ask about associated symptoms:
» disturbed sleep
poor concentration or indecisiveness
low self-confidence
poor or increased appetite
agitation or slowing of movements
> guilt or self-blame
+ suicidal thoughts or acts.

Major depression is diagnosed if the person has experienced four or more of the

above symptoms for at least two weeks. Major depression is classified according

to severity, as follows.

> Mild depression: four symptoms, one key and three associated (usually able
to carry out normal activities).

+ Moderate depression: five or six symptoms (at least one a key symptom).
Likely to have great difficulty continuing with normal activities.

+ Severe depression: seven or more symptoms at least one a key symptom with
or without psychotic features. Highly dysfunctional with prominent feelings
of worthlessness and guilt, with suicidal thoughts. (Adapted from Prodigy.**)

Always ask people with depression about suicidal ideas and intent directly or ask
if they feel hopeless or that life is not worth living. Also ask if they have previ-
ously attempted suicide. If suicidal ideation is present it is essential to determine
whether the person has a current suicide plan and the extent of their intent to carry
it out. When assessing an older person with depression, direct questions should
be asked about suicidal ideation and intent.!*!'"!8 Professional carers, family and
friends should all be advised to be vigilant for changes in mood, and increased
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expressions of negativity and hopelessness. Medication changes and periods of
increased stress may increase the risk of suicidality for some individuals.'

Carer stress and depression

Many older people are carers providing support to partners, other family members,
friends and neighbours. Those with significant caring responsibilities can be at risk
of low mood, from the accumulation of stress due to the demands of caregiving.
Where nurses encounter older people fulfilling the role of carer, an assessment of
that person’s needs may be appropriate to identify the degree to which they may
be at risk of carer stress and associated health problems. Older carers have been
identified as a particular group at higher risk of depression."

What is anxiety?

Anxiety is often present in the presence of depression, when the diagnosis may
be:

+ depression

+ anxiety, or

+ mixed depression and anxiety.

The diagnosis is dependent on which features are most dominant in the clinical
presentation. When depression and anxiety are both present, NICE recommends
that the depression is treated first.* Older adults are identified as more likely to
present with somatic symptoms of depression (physical sensations which may
be of pain or discomfort), and less likely to complain of low mood.!? Depression
can exacerbate pain and distress in the presence of physical disease. The stigma
associated with mental health problems and the negative public view of people
experiencing depression may account for the reluctance of depressed people
to seek help. All nurses working with older people need to be alert to the
possible presence of a ‘hidden’ depression, or need to further explore possible
psychological and emotional factors associated with the presence of complaints
of physical symptoms.!22°

Anxiety is typified by feelings of worry, fearfulness, distress or panic that seem
out of proportion or inexplicable.?! Anxiety can be present in a range of forms,
from generalised feelings of continued unease, to more specific forms such as
phobic anxiety or panic attacks. Anxiety can be disabling, particularly where
older people become socially isolated, through avoidance of situations that may
increase anxious thoughts and feelings. Specific treatment of anxiety without the
use of antidepressants is problematic, due to the potential for unwanted effects
from medication such as anxiolytic benzodiazepines. Psychological interventions
often reduce anxiety and antidepressant medication may also have a sedative and
anxiolytic effect in reducing anxiety.'>?° Psychological therapies such as cognitive
behaviour therapy (CBT) may be particularly effective for anxiety and can be
feasibly employed by nurses with appropriate training and supervision.?
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Guidance produced by NICE on the management of anxiety contains a helpful
algorithm for differentiating between anxiety and depression when considering
which forms of interventions are most appropriate. For generalised anxiety
disorder psychological therapy (CBT) is identified as having best evidence for the
longest duration of effect.?

Nursing interventions for depression and anxiety

The Department of Health has clearly identified that nurses are key to the pro-
vision of psychological therapies, and should be part of a multidisciplinary
provision with a range of available approaches for older people with mental health
needs. These therapies should be seen as a routine treatment option. This includes
access for older people in mainstream services, with physical disability, stroke, falls
and challenging behaviours.

When (in a minority of cases) older people require admission to inpatient
mental health services, this should only be in the presence of problems which
require a level of intensive support or expertise unavailable in their home setting.
This may additionally require their detention under the Mental Health Act in some
cases. Due to the likely needs of people admitted under these circumstances, the
Department of Health has identified that such inpatient units need to be staffed
accordingly to ensure the safety and well-being of service users and staff.® Nurses
working in environments where older people with mental health problems are
experiencing acute episodes of mood disorder have opportunity to lead in the
provision of an effective recovery-based model of multidisciplinary practice.??

Nurses have been identified as sometimes reluctant to use formalised psycho-
social interventions with older people, either with individuals or in groups, because
they can lack confidence in which therapies are appropriate for older people and
how to implement these effectively.?’ Nurses may undertake specific specialist
formal programmes of education and training for psychotherapeutic and/or
psychosocial interventions, but this can be both time consuming and potentially
expensive. It may be more practical within some mental health teams for nurses
to receive case supervision from qualified and experienced therapists, which
enables them to safely develop competence and knowledge in the implementation
of psychologically based or formal psychosocial interventions.

CASE HISTORY 11.2

Within an older people’s community mental health team in Wakefield,
the community mental health nurses access planned case supervision
with a consultant clinical psychologist, nurse specialist for psychosocial
interventions with older people and old age consultant psychiatrist
with a post-graduate qualification in cognitive behaviour therapy.
Nurses are able to present and discuss live cases in a confidential
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and developmental environment, using case supervision to implement
appropriate psychological and psychosocial approaches.

Registered nurses working with older people, and especially those trained in
mental health, will usually have developed specific skills in the development and
maintenance of therapeutic relationships.?* An effective collaborative relationship
between the older person and the nurse is in many ways the cornerstone and
essential first step in the provision of any psychologically based therapy such as
CBT. An empathic relationship, which promotes disclosure and a clear perception
from both parties of working towards a shared goal, underpins effective therapeutic
work for nurses with older people experiencing mental health problems.

A lack of resources in primary care has been identified for interventions to iden-
tify mild depression and set in place supportive interventions for older people.?
Baldwin has identified a need for further evidence to explore the role of newer
psychological interventions for the treatment of depression in older people, in
primary care. Centres to provide talking therapies could be a way forward. In
East Scotland, a network of tea shops and coffee bars with open access provides
group therapy as part of a joint-funded service open to multi-professional and
multi-agency referral 2

Psychotropic medication for depression and anxiety

Nurses working with older people have a responsibility to ensure that other non-
pharmacological interventions are appropriately considered, either as an alternative
to or in conjunction with any pharmacological treatments.?’ Recognition and
respect for individual treatment preferences identified by older people requires
timely appropriate information from nurses administering or prescribing medi-
cines available to treat anxiety and depression. Nurses working with older people
can promote choice and independence in the selection of treatment options and
ensure that, where appropriate, prescribing, such as of antidepressants, follows
good practice guidelines.'?

The Mental Capacity Act 2005 enables people to plan ahead for any time when
they may lack capacity and, where a person lacks capacity, identifies who can
take decisions, in what situations and how they should go about this. The Mental
Capacity Act Code of Practice provides guidance for anyone working with or
caring for a person who lacks capacity.?® It is essential that nurses ensure that their
practice and that of colleagues meets the requirements of the Mental Capacity Act.
The code of practice usefully clarifies capacity issues that may be present where
an older person is experiencing a severe depression or other significant mental
health problem. Nurses are well placed to promote advanced decision making and
choice in considering treatment options for depression and anxiety.

Hypnotics and anxiolytics should be avoided where possible and when pre-
scribed used for short courses of treatment only after causal factors have been
identified and alternative, more appropriate initial interventions considered. These
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may include sleep hygiene advice that promotes independent preventative action
by the older person to manage their experienced difficulties.?”*

Nurses have a vital role in ensuring a partnership approach with older people
that empowers true choice in selecting treatment alternatives, based on the right
information at the right time. Whether administering medicine prescribed by
a doctor or acting as a nurse independent or supplementary prescriber,*® every
nurse working with older people should ensure they have appropriate knowledge
regarding the prescribing of psychotropic medication. Nurses must take account
of the physiology of ageing and the increased risk with age of altered distribution,
metabolism and excretion of drugs.’!

Alcohol misuse

Older people who drink alcohol excessively often experience higher levels of
anxiety.’?> Older people with alcohol problems benefit from similar interventions
to those offered to younger people and should have appropriate access to alcohol
misuse advice, information and services regardless of age. Alcohol misuse in older
people has been described as an evolving silent epidemic, where the incidence
of problem drinking among older people is underestimated, including within
national policy documents on reducing alcohol harm.” Physiological changes of
ageing can make some older people more vulnerable to alcohol harm at lower
levels than younger people. Memory loss, depression, anxiety, self-neglect and
self-harm may be associated with alcohol misuse in older people.

The prevalence of problem drinking among older people in the UK has been
estimated at between 2% and 15 %, with significant reported variation depending
on the populations studied.”* Published literature often distinguishes between
chronic drinking which extends into later life and ‘late-onset drinking’. Depression,
phobias and anxiety are associated with alcohol misuse in old age. Alcohol is also
contraindicated with many prescribed medicines including psychotropic drugs
which may be prescribed for older people. A key challenge identified by Alcohol
Concern is in altering the mind set that older people with alcohol problems are
unable to change or modify their drinking behaviour. In contrast to such views
one London project to assist older drinkers reported a 72% improvement in
participants’ self-care, and psychological or social functioning.”> Alcohol misuse
in older people is a hidden issue.”> While often not being diagnosed and treated,
older people may be experiencing greater harm than younger people through
alcohol misuse. Assessment tools need to be adapted for older people and attitudes
need to change. Nurses in a wide range of care settings such as GP surgeries, day
centres and fracture clinics, as well as in mental health services, need to be alert to
the potential presence of alcohol misuse.
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Psychosis and psychosocial interventions

Policy factors

In order to consider the role of the nurse in the assessment, diagnosis and man-
agement of affective disorders, it is essential to explore the core role of the
contemporary mental health nurse. The Chief Nursing Officer’s (CNO) review of
mental health nursing? reports a need for ‘positive human qualities, as well as a
range of technical knowledge and skills’, as identified by service users and carers.
The review promotes a holistic approach to mental health nursing, requesting
nursing practice to widen its skills in the pursuit of social inclusion and mental
health recovery. These recommendations are further enhanced by the Department
of Health’s publications of the 10 essential shared capabilities framework for
the mental health workforce,*® and the best practice competencies and capabilities
for pre-registration mental health nursing in England.’’

Key roles in mental health nursing include expert assessment and interven-
tion and the ‘fundamentals of care’: safety, privacy, dignity, hygiene, nutrition,
hydration, continence and pressure area care.”® In summary: ‘Mental health nursing
needs to move away from a traditional model of care towards a bio-psychosocial
and values based approach’.??> Nursing assessment, diagnosis and management of
affective disorders should therefore operate within the above clinical guidance.

There is much consideration and discussion regarding the diagnostic classifi-
cation of schizophrenia and psychosis and the relationship between psychosis and
affect. In clinical nursing practice, however, working with the individual service
user’s experience and presenting difficulties is more significant than an applied
diagnosis of schizophrenia, schizoaffective disorder or bipolar disorder, for
example. Personal clinical experience suggests a significant relationship between
affect and the development of psychosis, as suggested within psychological
theories regarding the development of psychosis considering the role of self-
evaluation and emotion.*

Psychosis-related problems affect 900 in a 45 000 population of adults over
age 65.° The Department of Health reports that integrated specialist mental
health services are required where people are experiencing complex mental health
difficulties including psychosis, with specialist and mainstream services pivotal
to integrated community mental health teams.® Additionally, with reference to
older people with severe mental health difficulties associated with psychosis, the
National Service Framework for Older People clearly states ‘they will require the
packages of care set out in the NSF for Mental Health and the same standards
should apply for working age adults’ (standard seven,’” p. 19). Recommendations
clearly promote flexibility within local mental health services and advocate person-
centred, needs-led service provision.

Additionally, the National Institute for Health and Clinical Excellence guidelines
for schizophrenia® report that five in 1000 individuals aged 16 to 74 experience
psychotic disorder and recommend a range of psychosocial interventions including
family work, cognitive behavioural therapy, counselling, medication management,
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psycho-education and assertive community treatment within integrated health and
social services and a recovery model for service users with a diagnosis of schizo-
phrenia before 60 years of age. The guidelines report additional guidance will
be published regarding late-onset schizophrenia and complex factors associated
with ageing, along with additional specialist recommendations regarding dual
diagnosis, depressive psychosis, sensory impairment and psychosis. However,
guidelines clearly recommend psychosocial interventions and integrated services
for a specific population of older people experiencing psychosis. There is no
exclusive evidence base regarding psychosocial interventions and older people.
Therefore, ageless person centred clinical practice considering the idiosyncratic
and political concept of age and the wealth of effectiveness research regarding
working age adults and psychosocial interventions is a standard of best practice
using the best available evidence.

Considering the above policy guidance, the nurses’ role in the assessment,
diagnosis and management of psychosis is an integrated role providing holistic,
person-centred services. The Chief Nursing Officer’s review of mental health
nursing’’ (p. 15) reports desired outcomes for service users including psychological
and psychosocial models that inform practice, and evidenced-based psychosocial
assessment and interventions.

The therapeutic process

In clinical practice psychosocial assessment and interventions are considered within
the context of the therapeutic process of engagement, assessment, formulation,
intervention, evaluation and relapse prevention.*' This process is continuous and
evolving within clinical practice, and may not be undertaken in a linear approach.
Furthermore, the recovery approach addressed by the CNO? as a guiding principle
of mental health nurse practice was also pioneered in reference to psychosis care,*
and is intrinsic to nursing practice with affective disorders and the concept of
psychosocial interventions for psychosis. The nurse’s role in the assessment,
diagnosis and management of psychosis is perhaps more usefully considered as
the nurse’s role in engagement, assessment, formulation, interventions and relapse
prevention in working with psychosis care.

Engagement

The process of engagement is recognised in the CNO’s report on mental health
nursing (p. 16): “The relationship between the mental health nurse and service user
needs to be positive, trusting, meaningful, therapeutic and collaborative, with the
mental health nurses having sufficient clinical time in which to build, develop
and sustain such relationships.”? While acknowledging difficulties with sincere
engagement due to, for example, lack of time and human resources, the nurse’s role
in establishing and maintaining service user and carer engagement is paramount
to all the therapeutic activity and a continuous and evolving relationship. We may
ask whether, in the absence of adequate time and commitment to engagement,
assessment, formulation, care planning and interventions can be accurate.
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Barriers to engagement may be multidimensional, including service user bar-
riers, issues for clinical staff and difficulties with service organisation and delivery.
It is essential, however, that nursing and professional staff attempt to overcome
such barriers by challenging negative attitudes towards mental health recovery
and maintaining an optimistic, recovery-focused work ethic, supported by a
motivation for continued professional development and training and supervision.
Furthermore, staff involvement with service change and review is essential in order
to promote the implementation of a flexible working approach and opportunities
for creative engagement with service users, e.g. to meet with a service user in
the local café, park or venue of choice, rather than in their home environment.
Sincere engagement with service users experiencing psychosis is significant and a
collaborative endeavour dependent upon an individual’s level of insight into their
experiences and associated distress and risks, and their willingness and ability to
engage with professional services.

Assessment

Nursing staff have a key role in providing holistic assessment using statutory as-
sessment procedures and global and specific symptom measurement tools in
a range of formal and informal environmental settings. Nursing assessment is
a continuous process requiring a range of observational, interpersonal and
analytical skills and a bio-psychosocial knowledge base. Fowler e al* suggest
the core elements of assessment for psychosis include past and current holistic
assessment, specific assessment of positive and negative symptoms of psychosis
and beliefs about psychosis, existing coping skills and behaviour using a cognitive
ABC analysis of activating events, beliefs about activating events and cognitive,
behavioural, social, physiological and affective consequences of beliefs. The use
of a time line is a practical and effective method of assessing the history and
context of presenting difficulties. It enables the identification of personal stress
and vulnerability factors in the course of psychotic relapse and experience, and
possible symptom maintenance factors, e.g. habitual avoidance of feared stimuli
resulting in lack of opportunity to test one’s hypothesis.

A range of global and specific individual and family assessment tools for
psychosis are available with differing licensing agreements including the KGV,* the
Psychotic Symptoms Rating Scale,® the Social Functioning Scale,* the Maudsley
Assessment of Delusions Scale,*” the Belief about Voices Scale,* the LUNSERS
medication scale®* and the Knowledge about Schizophrenia Interview.”® The use
of assessment tools enables baseline and comparable measurement of change,
and should be used as appropriate and agreeable with an individual and within
local service or individual licence agreements. Relevant tools for depression are
discussed elsewhere in this volume. Assessment tools are complementary to, and
not a substitution for, clinical interview and discussion whereby using interpersonal
skills an individual’s beliefs about experiences can be elicited and discussed and
one’s assessment and initial formulation of events undertaken. In clinical practice,
it is not always appropriate to introduce specific assessment tools and approaches
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and this may depend upon one’s level of engagement with the service user and
timing of an intervention.

Formulation

The nursing process has been described as a process of assessment, formulation
of nursing diagnosis, identification of expected outcomes, identification of nurs-
ing objectives, implementation of interventions and evaluation.’® Schultz and
Videback describe the formulation of a nursing diagnosis as ‘a statement of an
actual or potential problem or situation amenable to nursing interventions . . .
the nurse’s perception of the factors related to the problem or contributing to
its aetiology’.’! In addition, the process of psychological case formulation has
been described by Persons as ‘a hypothesis about the nature of the psychological
difficulty (or difficulties) underlying the problems’.’? that, according to Haddock
and Tarrier, ‘takes place within the context of a generalised explanatory model of
that particular disorder or problem category.” With psychosis, cognitive theorists
have focused on a developmental and symptom maintenance cognitive behavioural
formulation, and case formulation is a core element of psychosocial interventions
and the therapeutic process with psychosis care. Chadwick ez al. state: “Within
the cognitive model formulation connects early experience, interpersonal style,
significant life events, onset, and current analysis of problems. Formulations are
tentative and speculative, and are likely to change as therapy progresses’.’* In
clinical practice this may translate as the development of a current or maintenance
formulation, namely factors that maintain difficulties including the identification
of the ABC: activating event (A), belief about A (B), and the consequences of B
(C). The cognitive ABC approach when working with psychosis is developed from
Ellis;”> however, in formulation and psychosis the concept of B in the ABC analysis
represents cognitions and not behaviour.” It is significant that psychological work
with psychosis aims to support the beliefs about activating events, or experiences,
rather than the events or experience itself. In addition to the identification of
the ABC, in practice one may form a developmental or case-level formulation:
identification of early experiences, key core beliefs, assumptions, trigger factors,
critical incidents, and the ABC. A formulation may also identify potential obstacles
to therapy.”? There are several models of individual and family formulation which
represent the above. However, in practice one may choose to simply map the ABC
and assessment information on a note pad and begin to explore the case. The
detail and complexity of an individual or family formulation will be determined
by several factors, including the level of engagement and accuracy of assessment
between a nurse or clinician and the service user, and the level of clinical skill and
training. The introduction of a formulation-based approach to interventions aims
to individualise care, accounting for the idiosyncratic and complex factors that
may be involved in one’s presentation. Formulation may be more collaborative
and multidimensional than diagnosis-led or manualised treatment options,
particularly where stress vulnerability models of schizophrenia®*’7 and psychosis
are considered to underpin the psychosis care approach.
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Interventions

Psychosocial interventions (PSI) are evidenced-based psychological, sociological
and biological interventions applied in the assessment, management and support
of individuals with schizophrenia and psychosis and their families. In practice,
the same broad approaches are appropriate for severe depression and for bipolar
disorder. Psychosocial interventions promote recovery and quality of life and
reduce the incidence of relapse.’® The stress vulnerability model of schizophrenia
and psychosis’®” underpins psychosocial interventions, considering numerous
factors in the onset and development of complex mental health problems.

A range of psychosocial interventions have reported clinical effectiveness,
including: family work considering expressed emotion, problem solving, psycho-
education;>**¢! case management;**® cognitive behaviour therapy;*® social func-
tioning interventions;* social skills training;*” symptom management strategies;*
medication concordance therapy;” supportive counselling;’® coping strategy
enhancement’ and relapse prevention.”>” The NHS Centre for Reviews and
Dissemination’® reports systematic evidence for effective psychosocial interventions
for schizophrenia in working age adults, including: psycho-education and family
interventions and reduced risk of relapse; cognitive behaviour therapy and
decreased relapse and readmission rates; the effects of token economy upon nega-
tive symptoms of schizophrenia; assertive community treatment and engagement
and reduced likelihood of hospitalisation; and the effective use of case management
in maintaining service user contact. As discussed, the National Institute for Health
and Clinical Excellence® also recommends a range of psychosocial interventions
including family work, cognitive behavioural therapy, counselling, medication
management, psycho-education and assertive community treatment within
integrated health and social services and a recovery model for service users with a
diagnosis of schizophrenia before 60 years of age.

The nurse’s role in the management of psychosis is bio-psychosocial, involving
an array of skills and extending practical roles. However, the complexity of
an intervention or management plan will evidently differ depending on the
case formulation, the level of practitioner skill and confidence, and service
organisational issues. Implementation of the NICE*’ recommendations for
schizophrenia and psychosis should, however, inform nursing practice.

Considering ‘family work’ for psychosis*’ several theoretical approaches may
inform individual practice: behavioural family therapy,’* cognitive behavioural
family therapy” and integrated systemic and family management approaches.”
In nursing practice, one’s approach to supporting family members or carers is
determined by the assessment and case formulation, and interventions may be
multi-modal and less structured than formal family therapy. Common components
of family interventions include education, communication training, goal setting,
problem solving, cognitive-behavioural self-management and increasing family
well-being and maintenance of skills” and psycho-education regarding symptom
management strategies.”® With appropriate training and supervision the above
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family interventions are integral to nursing care for psychosis and can be adapted
for severe affective disorder.

Cognitive behavioural therapy, counselling, medication management and
psycho-education recommended by the NICE guidelines for schizophrenia® can
all be considered nursing interventions. The complexity of cognitive behavioural
intervention and counselling interventions is determined by the level of profes-
sional training. However, the assimilation of varying therapeutic approaches is
common to mental health nursing practice.

Medication management is a traditional and continued key role within mental
health nursing and the extent of intervention may vary depending on extending
nursing roles including non-medical prescribing. More common interventions,
however, include the administration of medication and assessment of benefits and
side-effects, including routine blood and physical investigations required with
certain treatment regimes. Additionally, nursing practice involves interventions
aimed to improve medication concordance where treatment adherence is minimal
or erratic.

Psycho-educational interventions are essential within mental health nursing
practice and although implemented routinely in terms of informal literature
regarding common mental health problems and access to services, structured
idiosyncratic psycho-educational interventions may be less routine. An individual
experiencing a range of complex mental health difficulties may benefit from
detailed discussion regarding aetiology, experiences and treatment choice, and
in clinical experience psycho-education regarding stress vulnerability models®*’
can be a beneficial premise to other psychosocial interventions for individuals and
families. Psycho-education can be two-way as many service users and carers have a
wealth of experience regarding experience and coping styles to share with clinical
staff. If sensitively provided and supported psycho-education can reduce anxieties
regarding blame, stigma and fear often associated with mental health.

The Department of Health has identified both the Care Programme Approach
and Single Assessment Process arrangements relevant for older people experiencing
psychoses.” Nursing staff who assume the role of the care coordinator for service
users are required to coordinate care services within the above organisational or
‘system management’ approaches.” However, individual practitioners may also
adopt a variety of practical case management styles to meet the needs of the service
user group. Askey” defined various case management styles, but in personal
experience a hybrid model of intensive and clinical case management features
more prominently in community mental health services for older people. It may
be supported by assertive community treatment or assertive outreach services
recommended within the NICE guidelines for schizophrenia* where services
are resourced and available. In the absence of a specialist outreach service, the
implementation of designated clinical staff with the remit of assertive community
treatment for psychosis care enables team organisation of clinical caseloads in a
service providing multiple services including attending to acute and severe and
enduring mental health needs. The following is a best practice example:
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> Appointment of a specialist practitioner for psychosocial interventions in
Wakefield Older People’s Services, South West Yorkshire Mental Health
Trust. The post created an opportunity for intensive and assertive case
management with individuals and families experiencing severe and enduring
mental health problems, specifically schizophrenia and psychosis.

In addition to the above interventions and recommendations, nurse management
roles may include effective leadership and promotion of best practice, and the
development of organisational partnerships. Best practice examples in psychosis
care include the following.

+ A staff questionnaire® exploring knowledge and skills regarding PSI
undertaken in Wakefield Older People’s Services, South West Yorkshire
Mental Health Trust. The questionnaire and a small sample of service
user interviews regarding service delivery and experience enabled the
development of a local internal training and development workshop
programme regarding psychosis care. The awareness workshops include
various topics regarding psychosocial interventions and psychosis, stress
vulnerability models, recovery, engagement, assessment, formulation,
interventions and relapse prevention.

+ The development of psychosis care standards in Wakefield Older People’s
Services, South West Yorkshire Mental Health Trust. The purpose of the tool
is to enable a process of benchmarking and subsequent continuous training
and service development to promote best practice in psychosis.®!

Relapse prevention and evaluation

Relapse prevention is an essential process within psychosis care and aims ‘to
identify the earliest signs of impending relapse and to offer timely and effective
intervention to arrest their progression towards frank psychosis’.” Birchwood
et al.” report that early warning signs occur over a period of less than four weeks
and suggest that the development of an individual ‘relapse signature’ may prevent
an acute relapse by enabling professional services, family, carers and the service
user to recognise deterioration and intervene. There are several generic and
structured approaches to relapse prevention, and individual practice may be deter-
mined by local service arrangements. However, an idiosyncratic plan incorporating
psycho-education, self-monitoring and collaboratively agreed coping strategies,
shared by all involved personnel, can be clinically effective and support anticipatory
anxieties about the future for individuals and their family members, thus enabling
a sense of control and empowerment. Again, exactly the same principles can be
applied to early detection of relapse in recurrent affective disorders.
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CHAPTER 12

Occupational therapy and
affective disorders

MARY DUGGAN

Introduction

Occupational therapy is directly concerned with a person’s ability to meet their
personal needs for engagement in activity within the context of their physical
and social environments. The role of the occupational therapist is to work with
individuals who find that illness or disability impairs their ability to meet these
needs.

The theory on which this chapter is based is that of the Model of Human
Occupation' and explores:
» ageing and occupation
the impact of affective disorders on a person’s engagement with activity
the assessment of occupational performance
occupational therapy interventions
mental health and well-being in later life.

2NN 2 2

Ageing and occupation

The Model of Human Occupation is founded on the belief that engagement in
meaningful activity is central to our well-being, and that human occupation can
best be understood as a dynamic system that involves:

+ motivation

roles and routines

skills

physical and social environments.

DR R
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Motivation is the impulse that we experience to engage, or not to engage, in an
activity. It is based on our previous experience of success in that activity, or
similar activities, and is also influenced by our level of interest in the activity and
the extent to which that activity fits with our personal values. As we grow older,
the range of activities in which we can successfully engage may shift and even
diminish. Our expectation of success may become more limited. In addition,
the reduction in personal income that can accompany retirement may place real
limits on the activities that we can afford to take part in. Our personal values may
change. Values linked to work and achievement may become superseded by those
linked to social relationships. Sadly, in a society that places high value on youth
(or a youthful appearance) and on economic productivity, we may come to feel
less valued by others as we grow older.

Each of us has a repertoire of life-roles, and this role-set plays a large part
in our sense of personal identity and indeed in how others perceive us. These
roles are related to family, friends, work (or productive activity), study, com-
munity involvement and leisure activity. Our role-set and its focus naturally
change as we move through life. Ageing can sometimes represent a contraction
of our overall role-set. Our children become independent adults. We reach
retirement age, and lose what can be our most powerfully defining role. Increas-
ing physical ill-health may limit the occupations that we are now able to take
part in.

Our ability to engage in a satisfying and effective way with our chosen roles
is supported by a range of routines. These are patterns of habitual or automatic
behaviour that are acquired over time. Routines can be daily, or cyclical, taking
place over longer periods of time. A degree of flexibility in routine behaviour is
important to our well-being, but as we grow older our routines may become more
rigid simply by their repetition over a very long time.

Occupational behaviour is enabled by physical, cognitive and interpersonal
skills. Ageing may reduce our physical endurance but does not inevitably lead to
an overall reduction in skills.

The physical environment consists of the natural world and the built envi-
ronment, and of the objects that populate it. It encompasses areas over which we
have greater control, such as our own homes and areas over which we have little
or no control. In general, the wider physical environment may become less acces-
sible for us as we age, as a result of decreasing energy and loss of physical fitness.
Our more immediate physical environment may be populated by objects and
influenced by occupational choices that were more relevant in earlier stages of our
lives (for example, a home that was chosen with the needs of children in mind)
and may therefore be less supportive of engagement in meaningful occupation as
we grow older.

Our social environment is made up of a varied and complex network of family,
friends, colleagues and acquaintances; the people who provide the interaction
that we enjoy and value, and the services that we need. It forms the framework
within which we act out our roles, and is an influencing factor on our choice of
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roles, the style with which we engage in them and the activities that support our
role function. In earlier life, this network can be very flexible and fluid, and as we
grow older is likely to become more static, and even eventually to become reduced
as a result of bereavement. It may also be the case that the value set of an older
network becomes more fixed, and may be seen to be less congruent with that
of wider society. There is a risk, then, that the social environment becomes less
enabling and more limiting for older people.

However, consider the following:

A 62 year old has become the oldest woman in Britain to have a baby.
Benedict XVI had just celebrated his seventy-eighth birthday when he was elected
as the Supreme Pontiff of the Catholic Church. The head of one of the world’s
largest media corporations is 75. Anna Mary Robertson Moses began painting
in her seventies. Known as Grandma Moses, she became one of America’s most
renowned folk artists and by the time of her death had created over 1500 works
of art. Mary Wesley, a highly successful author, published her first novel when she
was 70, and was quoted as saying, ‘Sixty should be the time to start something new,
not to put your feet up.” Henri Matisse, one of the best known artists of the 20th
century, completely changed his creative methods in his seventies after surgery
for cancer left him physically weakened, in a way that enabled him not just to
continue working but also to create some of his most memorable pieces. The state
pension age is to rise to 68 by 2044.

The impact of affective disorders on engagement with activity

Motivation

The more powerfully an individual is motivated, the more likely they are to actually
participate in an activity, and affective disorders can have a profound impact on
an individual’s motivation towards engagement in activity.

Even though someone may have experienced significant success in a wide range
of activities or occupations, the loss of self-confidence and indeed the loss of hope
that are both characteristic of depression tend to lead to an expectation of failure
rather than success. One of the strongest influences on motivation is the degree
to which a particular activity interests us. Anhedonia, where an individual loses
the capacity to experience pleasure, effectively removes the interest value of any
activity; an invitation to a party becomes as attractive as an invitation to do the
dishes. In addition, the loss of energy that is often a part of low mood removes
the initial impetus to do something rather than do nothing. Therefore, the indi-
vidual who is experiencing depression is likely to disengage from activities that
they would normally value and enjoy, because their motivation is significantly
impaired.

Motivation can also be affected by the experience of hypomania. Although
raised mood and over-activity may predispose an individual to activity, they may
have unrealistic expectations of success that are not based on previous experience.
This, accompanied by levels of disinhibition, risks engagement in activities at
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which the individual will fail, or which are not appropriate for him or her. This can
have a serious impact on the individual’s financial stability or relationships.

Routines and habits

The experience of affective disorder can have a serious effect on an individual’s
ability to maintain their normal routines, and consequently on their ability to carry
out their roles.

The losses of energy and drive that are features of depression have an obvious
impact on the maintenance of routines. If an individual feels tired and lacking
in energy, they are less likely to keep up with daily routines. This is exacerbated
by sleep disturbances and by the aches and pains that can also accompany low
mood. Some people also experience agitation and restlessness as part of their
depression. Although this may produce an increased level of motor activity, it is
rarely a purposeful pattern of activity. It reduces an individual’s ability to carry
out routine tasks. In extreme circumstances, a person with severe depression may
cease to carry out even the most basic of routines such as washing, changing their
clothes and preparing food. An aspect of role-function that may be less often
taken into account with older people is that of sexual expression. The impact of
depression on libido and sexual function is well known, but may not be considered
with older people. However, the cessation of sexual activity may have a profoundly
destructive impact on a relationship, just at the time when that relationship needs
to be at its most supportive.

In hypomania, over-activity can be equally disruptive to routines; it tends to
take the form of disorganised engagement in activity. The individual may start an
activity, but is not so likely to see it through to the end, or to be too concerned
about the end result of the activity. Their routines become chaotic.

The loss of engagement in normal routines has an inevitable impact on the
individual’s ability to maintain their role-set. This can be further exacerbated by
feelings of guilt and worthlessness, which can cause the person to question the
value and validity of the roles themselves. A subset of motivation is particularly
significant here: that of role incumbency. This is the extent to which an individual
perceives that they have a right to a particular role, and this perception can be
temporarily skewed by the experience of depression. Conversely, a person in a
hypomanic state may have very unrealistic beliefs about their capacity to acquire
or engage in particular roles.

Roles are not just a way of perceiving ourselves in relation to others — they are also
part of how others perceive us. Disengagement from, or dysfunctional engagement
in, existing roles has an impact on an individual’s family and friends.

In addition to the impact of affective disorders on an individual’s ability to
engage in their role-set, it is important to acknowledge the profound effect of role
loss on mental health. A healthy individual has a set of roles with which they can
engage in a satisfying manner. Where a person’s role-set is limited, the impact of
the loss of a significant role can literally be disabling. The most obvious of these
in relation to later life is the loss of the work role on retirement. Many people
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define themselves in terms of this role, and therefore suffer at least a partial loss
of identity. Roles also provide the framework for our daily routines and so role
disruption can also leave people without a meaningful structure to their lives.
Conversely, roles or routines can be acquired that tend to perpetuate disability
even after the depression or anxiety has resolved. For example, an individual
experiencing anhedonia (impaired ability to experience pleasure) is likely to
lose the habit of engaging in a range of leisure activities. An important part of
rehabilitation is the re-establishment of normal and functional roles and routines
that support mental well-being.

Skills

Affective disorders can temporarily affect cognitive, sensorimotor and interper-
sonal skills. Impaired concentration frequently occurs with both depression
and hypomania. The individual can find it difficult to make decisions or may be
vulnerable to making ill-advised decisions. Both psychomotor retardation and
over-activity may have an impact on an individual’s motor skills. Any of these
will reduce a person’s ability to engage in purposeful activity to the level or
standard that they would normally expect. In addition, common side-effects of
many types of medication include blurred vision, dizziness and muscle tremors,
which may temporarily exacerbate the impact of illness on an individual’s
skills.

The most profoundly affected skill area is likely to be that of interpersonal skills.
Where an individual is sunk in their own distress, they may lose awareness of the
emotional needs of others. They find it harder to interact as they normally would,
and also others find it harder to interact with them. An individual experiencing
hypomania can be equally difficult to maintain relationships with. Disinhibition
may also lead them to form relationships or to act on relationships in a way that
they would not normally do. As mentioned in the previous section, the impact of
affective disorders on sexual behaviour should not be ignored with older people.

Physical and social environments

The experience of affective disorder may have less impact on an individual’s
environment, except perhaps for their ability to maintain their immediate
environment. However, both physical and social environments can be contributory
factors to depression in particular, and both play a powerful role in mental health.
Everybody’s Business® cites estimates of mental ill health in older people which
suggest a prevalence of perhaps 50% of general hospital inpatients and 60% of
care home residents.

The assessment of occupational performance

The Model of Human Occupation' gives a framework for assessing the impact of
illness or disability on an individual’s occupational performance. The areas to be
addressed include:
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> the individual’s ability to perform the activities that they need to do
and those that they want to do within their normal physical and social
environment

+ the extent to which their environment supports or gets in the way of
occupational performance

> the roles that the individual wishes or needs to engage in

> the ability of the individual to maintain the routines, both daily and cyclical,
that support these roles

+ the skills demanded by roles and routines, and the extent to which the
individual possesses these skills, and

+ the individual’s motivation towards roles, routines and activities and their
expectation of success within these.

There is no universal assessment tool, but it is possible to use a battery of tools
and approaches that provide a comprehensive evaluation of a person’s needs,
capabilities and aspirations in terms of meaningful engagement in occupation.
This could usefully include the following.

Occupational self-assessment?

This is a self-assessment that explores the person’s performance, habits, roles,
volition, interests and environment. It helps the individual to identify their
personal values and to set priorities for change.

Occupational Performance History Interview II3

This assessment explores:

» the roles that a person engages in

+ the ways that a person organises and uses their time

+ critical life events that have shaped the individual’s occupational history

+ the person’s occupational environments, including home, productive activity
and leisure, and taking into account the physical and social aspects of those
environments

+ the factors that have influenced how that person makes choices about
activity, and

+ the individual’s life story.

The assessment is summarised in three scales.

» The Occupational Identity scale: the extent to which that person has goals,
values, interests and an expectation of success.

+  The Occupational Competence scale: the extent to which the person is able to
engage to their satisfaction in occupational behaviour.

+  The Occupational Behaviour Settings scale: the extent to which the person’s
environment supports their choice of activity, and also the extent to which
the activities that they engage in match their interests, abilities and personal
resources.
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Role checklist*

This checklist identifies the roles that an individual engages in on a regular basis,
and the value that each of these roles has for that person. It is a useful indicator of
changes in role-set, particularly of diminution of the role-set, and of the balance
of roles that the individual engages in.

Interests checklist®

This leisure interest inventory, originally developed by Matsusuyu,’ identifies an
individual’s range of interests, and their desire to engage with them in the future.
It requires some adaptation to reflect British as opposed to American leisure
interests, and would also require some adaptation for use with people from ethnic
minority groups within Britain.

Occupational therapy interventions

Occupational therapy interventions traditionally involve:

+ the use of specific, focused and graded activity as a treatment medium
+ modification or adaptation of tasks

+ modification or adaptation of the environment.

If, as the Model of Human Occupation describes, occupation is a dynamic system,
it follows that alterations to one part of the system will have an effect not only on
that part but on the whole system. This can be seen to be the case in the treatment
of affective disorders, as will be outlined below. In addition, the subsystems
that have been described above do not have a hierarchical relationship; in other
words, none of them acts as a governing or overriding subsystem that controls the
function of the others. Rather, different subsystems come to the fore in different
contexts. Although, in the writer’s own experience, it is often the motivational
subsystem that appears to be most significantly affected, particularly by depression,
this is not universally the case. Even if the motivational subsystem is the most
impaired, the therapist and service user may decide together to work on a different
subsystem to achieve the desired changes. In fact, Kielhofner® argues that ‘the
most effective therapeutic route is to attempt to address simultaneously as many
parts of the human system as possible’. It may, therefore, be simplest to consider
the types of intervention that might be used in the earlier and later stages of
recovery.

Interventions in the early stages of recovery

These are often quite simple, and also often very powerful. The objectives for
these interventions are likely to include the provision of immediate and tangible
experiences of success (acting on motivation), to begin to restore regular engage-
ment in activity (acting on habituation), to increase the individual’s ability to focus
on specific tasks for increasing lengths of time and to provide an opportunity
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for non-demanding social interaction (acting on skills). These interventions
benefit from being delivered in an environment that encourages and supports
engagement in activity. Here, the writer unashamedly champions the use of
practical activity that has a tangible end result. This is precisely because of the
real and observable nature of the individual’s efforts. The type and nature of
the activity is of less importance than the way that it is structured, although the
activity needs to relate to the individual’s values. However, in the early stages
of recovery it may be important to avoid activities that are of particularly high
value or importance to the individual, as failure in them would be likely to
reinforce a sense of worthlessness. The individual is less likely to be able to un-
favourably compare current performance to past performance in an unfamiliar
activity. This is not always the case, though (see Case History 12.1)

CASE HISTORY 12.1

Lily was admitted to hospital suffering from a profound episode of
depression. She had been neglecting herself to the point of becoming
emaciated. She did not appear to be able to do anything spontaneously,
and took much prompting to even carry out the most basic self-care
activities. She was not responding to medication, and the team were
becoming pessimistic about her future. Eventually, she agreed to a
course of electroconvulsive treatment. After a few treatments, she
required less prompting to carry out self-care, but still spent her day
sitting silently in a chair. The occupational therapist invited her to come
to the kitchen to make a cup of tea. She did so, but sighed as she gazed
around the room. 'You know, | used to love cooking, and | even used to
bake all my own bread. Look at me now.” The therapist suggested that
there was no reason why she should not bake her own bread now, if
she wanted. There was a flicker of interest in Lily’s eyes. To simplify the
activity, the therapist used a bread mix, rather than separate ingredients,
and used a half quantity so that kneading would not be too arduous. The
resulting bread was delicious.

Until that point, Lily had lost all hope of being able to care for herself,
or do anything at all. The ECT began to lift her mood, but her inactivity
gave her little opportunity to experience this. The experience of success
in a valued activity gave her the initial impetus to begin to re-engage with
her life.

In the early stages, activity benefits from being structured so that its execution
is broken down into simple stages if need be. The completion of one stage is
less daunting than the completion of the entire task. Decision making should
be minimised at this point. The activity should not place too high a demand on
skills — it should have a high probability of being successfully completed, without
patronising the individuals concerned. The opportunity for interaction can be
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provided simply by virtue of carrying out the activity in a group, but the focus
should be on the activity, not the interaction. In this way, individuals are able to
interact without pressure and indeed can choose not to interact and still remain
an active participant (see Case History 12.2).

CASE HISTORY 12.2

Rose had suffered a stroke that left her arm weakened. She could man-
age most activities of daily living, and had returned home. However, her
speech remained slightly slurred. Embarrassed by this, she began to
avoid the social activities that had been an important part of her life, and
became increasingly low in mood.

The initial focus of therapy was to re-engage Rose to being with other
people. An activity group was chosen that did not demand any interaction
from her, and allowed her to work independently on a task. Building on
this, she was then introduced to a group project, which required more
discussion and decision making on the part of group members. Initially
quiet, Rose became captivated by certain aspects of the activity, and soon
developed some expertise in the techniques that were being used. Group
members began to approach her for advice and assistance, and her self-
consciousness began to recede.

It is important not to work at this level for too long, though of course progress
is dictated by the individual. The demand of the activities can be increased by
making them more complex, by introducing tasks that have to be completed over
a longer period of time, by introducing more decision points and increasing the
responsibility that the individual takes for planning and structuring the process.
The activities should begin to involve more risk and a less rigid structure. There
should be time to discuss the individual’s experience of the activity, and its effect
on them. Did they, for instance, anticipate that they would complete the activity
successfully? As the individual begins to anticipate success, to be able to structure
activity for him or herself, to make decisions and to take risks, the focus of therapy
will begin to shift. Here, it can be seen that an approach that is also grounded
in cognitive behavioural intervention can act powerfully on the individual’s self-
perception, combining challenge to self-limiting beliefs with actual experience of
success.

Interventions in the later stages of recovery

Having re-engaged the individual in a more functional pattern of activity, it is
important to then look at their overall occupational performance in the context
of their physical and social environment. This will involve supporting them
in the construction or restoration of patterns of behaviour that enable en-
gagement in a satisfying set of roles, supported by manageable routines and
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enabled by the environment, that are reinforced by the experience of interest and
enjoyment.

A range of approaches can be used. Individual or group-based lifestyle
evaluation is often of great value. This should be linked to making actual changes
in occupational behaviour (see Case History 12.3).

CASE HISTORY 12.3

When Olive reflected on her life, she felt that her happiest times were
when her children were young. Now they were successful adults, and she
often felt that they looked down on her modest range of interests. This
had become worse once her husband retired. Now that he spent all day
at home, he began to make disparaging remarks about how she spent
her time. Predictably, her mood became low.

Olive was actually continuing to maintain her normal routine, but had
lost all sense of pleasure. She felt less and less inclined to do the things
that she had previously enjoyed. She joined a lifestyle re-evaluation
group. Very soon, she realised that the activities that had made up her
daily and weekly routine were entirely congruent with her own set of
values. With individual coaching in assertiveness skills, she began to
accept that she had a right to be guided by those values, rather than those
of her husband or sons. She realised that she would benefit from time
away from the house, and began to explore outside activities that would
not only support her values, such as leisure classes and volunteering,
but that would also be carried out in a social environment that shared
her values.

Mental health and well-being in later life

The Joint Inquiry into Mental Health and Wellbeing in Later Life’ cites research
that suggests that maintaining involvement in productive activity and social
networks has a significant impact on mental health. It also refers to the positive
impact of volunteering and sustained social activities, and the significance of
routine for mental health in later life. Further, Everybody’s Business,® the re-
cently published service development guide for older people’s mental health,
states that:

Staying mentally and physically active gives a sense of purpose and personal worth
to people, as well as enabling people to make an effective contribution to their
communities. Participating in valued activities can also provide an opportunity for
social contact. Hobbies and leisure activities, lifelong learning, as well as volunteering,
employment, and engagement in the development or delivery of local services should
all be supported.
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The impact of occupation on well-being is increasingly being recognised,
highlighting the importance of occupational therapy in re-establishing mental
well-being.

However, a note of caution must be sounded: occupational function is not
just about being able to cope independently with activities of daily living, nor is
it about having a routine crammed with activity. It is about having a satisfying
balance of roles and routines that arise from and enhance an individual’s values
and sense of self-worth.

KEY POINTS

» The experience of affective disorder is likely to impair the ability of the
individual to engage in meaningful occupation.

» Occupational therapy assessment of the person with an affective disorder
should encompass their motivation towards activities and occupations, their
ability to maintain roles and routines, their ability to perform the activities
required by their roles and environment, and the extent to which their
physical and social environments support their engagement in activity.

» Therapeutic interventions in the early stages of recovery will tend to focus
on increasing motivation towards activity, restoring more functional routines
and improving sensorimotor skills linked to successful task performance.

» Therapeutic interventions in the later stages of recovery will tend to focus
on restoring or constructing occupational performance in the context of the
individual’s whole environment.

» Satisfying engagement in purposeful and valued activity is an important
contributor to mental well-being in later life.
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CHAPTER 13

Social services for older people
with depression

JILL MANTHORPE

Introduction

Everyone who works with older people in social services or social care will
encounter people with depression. The impact of depression among older people
and those supporting them is profound. The social work response to older people
with depression is three-fold: to uphold the social model of disability in order to
improve or maintain the quality of life of those affected by depression; to ensure
timely and tailor-made support is available for people with depression and their
carers; and to work collaboratively with other professionals at difficult times,
crises or transitions. These aims reflect a social model of depression, greatly
espoused in social work training and practice wisdom. This underscores social
workers’ responsibility to respect people’s rights to self-determination, to promote
participation, to treat each person as an individual, and to identify and develop
strengths among individuals and communities. For people with depression of
all ages, and particularly older people, social workers see the principles of social
justice as equally important, because they often work in environments where the
quality of care and quantity of support are poor. Many social workers will see it
as their role to challenge negative discrimination, to recognise and to respond
to diversity, to be culturally sensitive, to distribute resources equitably and to
work towards an inclusive society. That is no small task and one that cannot be
undertaken alone; it may also conflict with a narrowly constructed medical model
of depression.

This chapter discusses social services’ contribution to reducing the experience
of depression among older people from individual support and casework to

205
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development of community well-being. The main focus is on the workings of
local authority adult services in England but these are readily transferable to other
parts of the United Kingdom and potentially to other developed countries.

In this chapter, the role of the professional social worker is discussed, as well
as the workings of social care services. Many people working in social care are not
qualified but they are the practitioners who have the most regular and sustained
contact with individual older people (Chapter 14 discusses carers, so this chapter
does not cover family and friends in detail). Social care services (such as home
care and care homes) in the UK are largely now provided by the private sector.
Many of these services but not all are paid for by local authority social services
departments or adult services departments. Local government (local authorities,
or Councils with Social Services Responsibilities to give them their correct, if
long-winded, title) in what used to be termed social services departments is the
main employer of social workers, many of whom work as care managers. Their
roles include being an advocate, counsellor, caseworker, risk assessor, and agent of
authority.!

The separation of children’s and adults’ services that occurred from 2005 on-
wards has led to a variety of new organisational structures and names for social
services departments. For ease of reading the term adult services department will
be used in this chapter, but readers are advised to look at their local context to
see where adult services are located in their local government corporate structure.
Similarly, in some areas, the organisational landscape is composed of integrated
mental health services between local authorities and NHS Trusts. Lastly, while
integration of health and social care is important, wider changes in community
well-being, community safety and community cohesion are increasingly relevant.
These are touched on below.

This chapter moves from discussion of the role of social work and social care’s
roles in assessment and care management to consider wider public agendas around
mental health in later life. One overarching theme is that social workers and social
care staff are pivotal in providing support for many older people with depression,
but that practice is variable and practitioners often lack confidence, resources and
support for themselves. These are ingredients that other professionals may be in
a position to share.

Depression: a problem in common

Social care services are ‘concerned with managing or reducing the effect of im-
pairment of people’s daily lives’? These services may lie in the areas of food and
nutrition; personal care; social participation and involvement; safety; and control
over daily life. These are basic but essential supports that can easily be overlooked
and many social workers’ efforts will centre on achieving outcomes that relate
to these areas. They include providing help with everyday activities to regain
independence, such as getting up or getting dressed, or providing company to
foster social participation. Strategies to reduce depression fit well into these
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domains, as this chapter discusses below. In effect they are trying to close the gap
between environmental demands and personal capacity to meet these demands.

The aim of this chapter is to relate the tasks and roles of social workers and
social care workers with those of others working in professional roles, in the
English context. If you work with social workers or with social care practitioners
and with older people with depression then you will have many service users and
carers in common. Local circumstances affect our roles, the systems in which we
work and their rules. These are often taken for granted, but social workers and
those providing social care to older people with depression have at their core
the task of listening to the individual, empowering them to seek and accept
support, and to developing support that will enhance their quality of life. These
are shared with other professionals, of course, who also see the benefits of
encouraging personal agency and promoting family involvement in the support
of older people who may be in distress. This may involve interventions at times
of crisis, or long-term care management, or it may involve work to develop
communities’ capacity to support their vulnerable members.

Working together?

This is a time of gradual but great changes for mental health services for older
people, particularly around integration of health and social care services for
adults. The review of the National Service Framework for Older People (NSFOP)?
examined the rate and extent of change in 10 local authorities in England. It
considered one standard 7 of the NSFOP: ‘Older people who have mental health
problems have access to integrated mental health services, provided by the NHS
and local authorities to ensure effective diagnosis, treatment and support for them
and their carers.™

The Healthcare Commission’ found that there was limited progress in providing
an integrated service to older people with mental health needs. Only four of the
10 inspected areas had integrated community mental health teams for older
people. In its opinion, the range of services available to older people with mental
health needs was generally inferior to that available to working age adults and
it concluded that age discrimination was a significant explanatory factor. For
example, mental health services for older people were less well resourced than
mental health services for adults of working age. They found little evidence of
opportunities and activities to tackle loneliness and social exclusion among older
people in order to promote good mental health. It has also been argued that the
current public health and social care policy framework does not offer any coherent
overarching approach to mental health in later life.> Such criticisms have spurred
local services to develop strategies for older people with mental health problems,
in the context of government initiatives to improve the lives of older people more
generally (for example, Opportunity Age®).

A Social Services Inspectorate summary of inspections concluded: ‘Older
people with mental health difficulties were often poorly served’.” Underlying
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reasons for difficulties in planning and provision at local level reflect national
policy neglect and historically poor coordination between mental health and
older people’s services. This is symbolised by the presence of one National Service
Framework for Mental Health and another for Older People.’

Entitlement to social care services

Targeting of social care and other services (help to those most in need or with the
potential to benefit from it) is often considered to be inadequate for older people
with mental health problems, and many have noted the extent of unmet need and
the lack of preventive focus. The Audit Commission®’ reports on mental health
services for older people, Forget Me Not, followed up two years later, located few
specialist teams for older people with mental health problems. Shortages of respite
care, the service most often wanted by carers, were common. Nearly a quarter
of all areas surveyed had no clear service goals or plans.®!® Strategies for mental
health services in later life often tend to concentrate on dementia.!*

Targeting of social care services has been widely recognised as highly successful,
in that older people with greatest needs do receive the largest amount of support
and funding (illustrations of this are discussed below). Social care assessments of
older people are carried out under the National Health Service and Community
Care Act 1990 and the raft of later policies to modernise social and other
public services. The Department of Health required English local authorities to
standardise eligibility criteria for adult social care services under Fair Access to
Care Services (FACS). In essence, adult services departments all have eligibility
criteria or thresholds for access to their services, whether provided or funded by
their departments. Within FACS, four eligibility bands (low, moderate, substantial
and critical) were established. This was in response to criticism that local variations
were unfair,'? inconsistent and inequitable.”” In most areas, social care services
funded and arranged by the local authority are only provided to people whose
needs or risks are categorised as substantial or critical.

These high thresholds are set because local authorities must take into account
their budget when determining the amount of services that they provide to meet
social care needs. Care managers (those who undertake assessments for social
care and who may have a role in planning the ‘package’ of care and its review
and monitoring) have commonly reported their frustration at the raising of the
threshold for eligibility to social care services.!* On behalf of their department they
have to consider whether an individual older person meets the criteria or threshold
for social care support. If they do not, the person will likely be referred back to
the NHS or to the voluntary or community sector for support; for example, to an
Age Concern group.

This makes the task of assessment a key activity in social services, for it enables
the social worker or care manager to establish a person’s needs but also if a person
meets the criteria or threshold for support. Case Study 13.1 sets out an example
of substantial need applied to a fictional service user, Mrs K. It also illustrates one
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form of working that is common in UK settings; that is, joint working around a
particular case or client.

CASE STUDY 13.1

Mrs K has lived alone since her husband died 30 years ago, but had a
strong social network of friends who used to speak with her every day
by phone, and visitors who called once or twice a week. She used to be
house proud, despite her failing eyesight (she has Age-related Macular
Degeneration (AMD)). Five months ago her cat was killed on the busy road
outside her home, and she has not been sleeping well since, often waking
in the night and finding it difficult to return to sleep. She has visited her GP
asking for sleeping tablets. She agrees to take an antidepressant at night.
After a month she is sleeping better but remains depressed with a poor
appetite, is not undertaking personal care to the same extent as she used
to, and has fallen after feeling dizzy. The GP makes a referral to social
services to help Mrs K with her housework and personal care, since she
tells him that her house is getting beyond her and she sometimes cannot
be bothered to cook, eat or wash at times. He also asks a community
mental health nurse to make calls on Mrs K to monitor her progress and
to provide some listening and encouragement. The social worker carries
out an assessment of Mrs K, taking into account what is happening and
the changes in her life and what she might like to be able to do. He uses
information passed on by the GP but goes into greater depth about her
social circumstances and networks, including asking about her income
and resources, the friends who used to visit and her extended family. Her
case is regarded as falling into the substantial, not critical, band as Mrs K
has some support and can do some things for herself. The ensuing care
package is built up of an assessment for visual aids, a regular voluntary
visitor to encourage her to get back in touch with her friends, a weekday
meals on wheels service (with the hope that Mrs K might be persuaded
to attend a local lunch club) and a weekly visit by a care worker (working
for a private home care agency) to help, through encouragement, with
personal care (a bath or strip wash] and the laundry. The community
mental health nurse talks this plan through with the social worker, and
agrees this is the best plan for the moment. This support is reassessed
after a month, and the meals on wheels service is stopped, as Mrs K is
feeling more able to prepare her own food. Six months later, the voluntary
visitor is the only part of the care package in place but the social worker
has left his contact details with the voluntary group coordinator and has
asked to be informed if things are changing. He has also let the GP and
nurse know that the social care package has now been withdrawn.
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Case Study 13.2 presents the case of Mrs L, whose needs are assessed as crztical.

CASE STUDY 13.2

Mrs L has long-standing depression and was admitted to hospital under
the Mental Health Act 1983 a few years ago. She now has mobility
problems that cause her considerable discomfort and finds taking
medication very difficult. The Approved Social Worker [ASW) has been
monitoring Mrs L over the last few years, as part of the local Community
Mental Health Team (CMHT) and communicates with Mrs L's consultant
psychiatrist and her general practitioner. Following the recent and
sudden death of Mrs Ls sister, who provided substantial practical help
and emotional support to Mrs L, the social worker undertakes a fresh
assessment, looking at the personal and home care needs of Mrs L, her
social contacts and her need for safety and company. Her level of need is
assessed as critical because her sister provided vital help, such as help
with all meals, managing of household money, and very close monitoring
of medication. A substantial package of care is commissioned with a
private home care agency that can offer experienced workers who will be
alert to the risks presented by Mrs L and her bereaved state. The social
worker agrees the care plan with Mrs L (she says she does not want
Direct Payments at this moment; see below) and the CMHT, and acts
as key worker since she has a good relationship with Mrs L, regularly
updating the GP.

There is, of course, a fine line in the formal FACS criteria between being in
substantial need (Mrs K) and being at the higher level of c¢ritical need (Mrs L). To
qualify for the lower level of substantial need, the person being assessed would
have to show that ‘there is, or will be, an inability to carry out the majority of
personal care or domestic routines’. However, if ‘there is, or will be, an inability
to carry out vital personal care or domestic routines’ those being assessed would
qualify as being in cr#tical need. For those working with social workers, knowledge
of their criteria may be helpful in determining why judgements are being made
and what information might be useful to them.

Such is the extent of depression among users of social care services that while
it tends to be overlooked it may also taken for granted. A social worker assessing
either Mrs K or Mrs L might focus on the accompanying physical health problems
or disabilities, in the knowledge that their depression might worsen in response to
loss or change. McCrae et al.” found that social care workers frequently expected
depression among the older people they worked with. In their view, depression
was common among older people in a deprived inner London area, and they
attributed this largely to the adverse social circumstances of the locality. The
services that they considered to be potentially effective, social groups, leisure and
psychological therapies, were in particularly short supply, although secondary
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mental health services were regarded positively and considered available if matters
were very serious.

Social workers’ tasks include the assessment of risk, and this is evident in the
examples of Mrs K and Mrs L. As Approved Social Workers (a post-qualification
role specialising in mental health), some have particular roles in considering
assessment, care and treatment in the context of the Mental Health Act 1983:

+ to observe the civil liberties of the patient and ensure that procedures are
followed

+ to provide an independent professional opinion and ensure that there are
sufficient grounds to warrant admission

+ advocacy to ensure the case is examined against the principle of least
restriction

+ administrative functions 1) to coordinate the assessment, 2) to involve and
consult close relatives, 3) to address the issues of dependants and property,
and

+ responsibilities to be supportive to the patient and relatives during and after
a Mental Health Act 1983 assessment.

While few older people are compulsorily assessed or treated under the Mental
Health Act (MHA) 1983, or subject to its provisions for guardianship in the
community, this is an important task, although the role may be revised to include
professionals other than social workers. In a parallel process, proposals for
clinical supervisors may enable experienced social workers to take on further
case management responsibilities for people who have particularly serious mental
health problems or present major risks to themselves or others.

While mental health services from the NHS, and those provided under the
Mental Health Act 1983, are free, another distinctive feature with older people
who have mental health problems, such as depression (unless the care is part of
MHA provision), is that social care services are provided on a means-tested basis
and service users will often pay for them. So, for example, Mrs K will have her
finances assessed and will be charged for the meals on wheels and home care
service, and possibly some of the low-vision aids supplied. The community care
assessment will include efforts to consider if Mrs K is receiving all the welfare
benefits she might be entitled to (such as Attendance Allowance and Pension
Credit) but she will likely pay for the social care services she receives.

In this context, Direct Payments (payment for social care services that is given
to the service user/carer to use to make direct arrangements) were introduced
in England and Wales under the Community Care (Direct Payments) Act 1996,
extended to older people in 2000. Direct Payments must now be offered to
everyone assessed as needing social care, although take-up by older people and
their carers has been slow. Case Study 13.3 illustrates the potential of Direct
Payments and these are likely to be taken up more extensively.
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CASE STUDY 13.3

Miss J looks after her mother, Mrs F, who has dementia and depression.
She draws together a complex care package, using Direct Payments and
her mother’s disability benefits and savings (she has Lasting Power of
Attorney under the Mental Capacity Act 2005), and the care manager
has approved this. Miss J employs a team of three care workers who
agree a rota between them and who know and understand her mother’s
needs and preferences. They have been told that Mrs F can be irritable
and distressed at times. Miss J has asked them to gently encourage her
mother in undertaking activities, such as baking, that she used to enjoy,
but also to understand that she has difficulties in paying attention. The
care workers also monitor medication and encourage Mrs F to go for
walks if she feels so inclined. One of them brings her dog on her visits;
the other plays the piano.

A previous day centre arrangement was disliked intensely by Mrs F,
and caused Miss J more anxiety than it seemed worth. It also exacerbated
friction between Mrs F and Miss J. Rather than meals on wheels; the care
workers bring lunch to share with Mrs F and encourage her to eat. They
also do housework when Mrs F is asleep or dozing. Miss J does all the
paperwork and discusses any matters of concern at the review with the
care manager; she says she much prefers this to coming back tired from
work and having to do housework.

New developments in adult services include Individual Budgets where people will
be more involved in their own assessment, decide upon the outcomes they want
and how to achieve them, and will know what resources they will be given (see
Case Study 13 .4).

CASE STUDY 13.4

Mrs T, who has long-standing depression and mobility problems arising
from her arthritis, has received a resource allocation of £3000 per year
from social services after assessment. She chooses to spend this on a
care worker who will take her shopping in the wheelchair at weekends,
which is a time that feels heavy for her as her family cannot visit her
then and she has no other contacts. She uses the other part of the
money for servicing of her wheelchair and to buy other minor aids and
adaptations. Each month she also hires a taxi to visit her sister. A local
advice and support service helps her with the paperwork and she lets her
care manager know how it is going at six-monthly intervals. In this way
adult services fulfil their requirements of offering people more choice
and control and they also see that this enhances Mrs T’'s well-being and
promotes her independence.
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Care homes

Most expenditure on long-term care in England is funded by local authority social
services departments (38%), just over a third (35%) by individual service users
or their families, and a minority (27%) is funded by the NHS.!* The extent of
depression among older care home residents is high, estimated to affect up to 40%
of older people who live in care homes.® Moreover, the move to a care home can
prompt feelings of great loss and sadness. A social worker will often try to listen
to people’s worries and distress, as well as making practical arrangements.

Despite increasing understanding of this risk, Bagley et a/.'” found low levels
of recognition of depression among residents by care home staff and virtually no
specific training on depression. Identification of depression, of course, is only the
first step: care home staff need to know that there is some point in doing this and
how to take effective action that will relieve the depression, otherwise they might
become possibly avoidant of residents who acquire the label of ‘being depressed’.
Personalising the care plan for a resident may help to address this risk specifically
and healthcare professionals may have a part in advising on this.

This returns us again to the key adult services’ roles in assessment, care planning,
monitoring and review. All these are part of the care management process and are
being affected, slowly, by the Single Assessment Process (SAP) for older people,
introduced in April 2004 (in Wales, Unified Assessment procedures). This again
may move to become the Common Assessment Framework.

The Single Assessment Process has the potential to resolve many long-standing
issues about duplication of information, although it will not overcome the problems
of different computer systems between adult services and health services, different
thresholds for access to services, or necessarily collect information about feelings,
fears and perceptions.

Prevention

It is widely agreed that too few resources are targeted on prevention.’® We are not
short of ideas of how to improve mental health among older people, particularly
around depression (see, for example, Better Government for Older People/Older
People’s Programme!® and Mental Health Foundation/Age Concern®). But we
are short of evidence of benefit; for example, who will benefit from befriending
schemes and which type of schemes work for whom, and how to keep them well
supplied with volunteers.

There are plans to improve preventative services; these have been welcomed by
the UK Inquiry into Mental Health and Well Being in Later Life,?® as potentially
ways of reducing isolation and loneliness, especially around times of bereavement.
The Inquiry recommended setting up healthy ageing programmes to involve
local authorities and other local agencies in mental health promotion. Local
authorities are also asked to support community-based activities that involve older
people.
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To some extent this is pushing at an open door; the Social Services Inspectorate’
found that:

A majority of councils included prevention in their plans to promote independence.
These included developing day services, luncheon clubs and befriending services, as
well as increasing low-level practical support such as care and repair, shopping and
handy-persons’ schemes.

However, it noted that most councils (local authorities) had made little investment
in, and had no strategy for, developing low-level prevention and support services.
Usually the voluntary sector was providing an uncoordinated patchwork of
services.’

The white paper Our Health, Our Care, Our Say*' portrays integrated working
as something much more than the coming together of health and social care.
This has special poignancy in relation to older people with depression as it
acknowledges that housing, transport, lifelong learning, leisure, social contacts
and many other supports must be considered alongside health and social care
if practitioners are to make a reality of independence, well-being and choice; all
of which are often seen as potentially helping to address the problems of older
people with depression and to go some way towards prevention. Documents, such
as Opportunity Age,® present further challenges to mental health services. This
argues that when 40% of the population is aged 50 or more, as will soon be the
case, the distinction between services for older people and services for everyone
will lose significance. The same might be said of mental health services and wider
community well-being. The Local Government Association? sees the imperative
is to deliver ‘community well-being’:

Integrated commissioning will include all out of hospital care and support — community
health services, public health, adult social care, housing and primary care. This will
develop to include a wider range of services from across all tiers of local government and
local partners which impact on people’s health and well-being such as leisure, recreation,
community safety, benefits advice and access to work.

Local authority Directors of Adult Social Services (DASS) will play strategic roles.
They are charged with the conduct of regular needs assessments of the local
population, looking 10-15 years ahead, and are central to commissioning local
services. Their relationships with NHS commissioning colleagues will be essential
in reversing the neglect of older people’s mental health services.

Connections between older people’s services and mental health services for
those in later life have sometimes been loose. Currently these are being tackled
through building partnerships, such as Local Area Agreements (LAAs) in England.
Working through Local Strategic Partnerships, these agreements are between
government, the local authority, the primary care trust and other major services,
community and commercial partners in an area. They bring together funding
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streams, simplify auditing and monitoring processes, and reduce bureaucracy
to develop greater organisational flexibility to find local solutions. Within this
framework, older people’s concerns may continue to be separate in ‘older people’s
departments’ or they may become more diffuse in ‘adult’ services. The challenge
for social workers, social care staff and others in multi-agency and multidisciplinary
teams is that this may leave depression further marginalised, with the patchwork
of resources in the voluntary and community sectors meeting a new patchwork of
adult services and health sectors. Both may become threadbare by trying to meet
high levels of demand and even greater expectations.

The skills that social workers develop in their professional training often focus
on managing uncertain and changing circumstances. Many are motivated to work
as social workers by a desire to work directly with service users, especially within
a therapeutic relationship.! They are generally skilled in building relationships,
in being able to access a wide range of helping resources, and in identifying and
addressing some of the social causes of depression. Such skills are not theirs alone
but there is rarely a time where there is an oversupply of such skills, especially
those that are available over the long term.

KEY POINTS

» Many working in social services will be supporting older people who have
depression or their carers who may be at risk of depression.

» Social workers’ ability to set up social care services for an individual is
constrained by the threshold for services set by their employing local
authorities; they target their support on people in highest need.

» Approved social workers have particular powers under mental health
legislation and work with older people at high risk: their roles need to be
understood so they can complement other professionals’ input.

» Social workers will increasingly be able to offer people who are eligible for
social care services the power to organise their own care.

» Knowledge of community and faith groups and community-based
organisations is likely to be high among social workers.
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CHAPTER 14

Carer and service user
perspectives of affective
disorders in older adults

VIRGINIA MINOGUE

Introduction

This chapter explores affective disorders from the perspective of the service user
and the carer. It examines the policy and practice guidance driving the broader
agenda of public participation, service user and carer involvement in shaping
health service delivery. It also examines the critical issues of choice and control in
the care and treatment of older adults.

A raft of health and social care literature, and policy guidance, over the last
10 years has advocated service user and carer involvement in their care and in
decisions about their treatment.!?>*>678 Yet, older adults often feel disenfranchised
from making decisions about their own healthcare as professionals, and sometimes
their own families, may believe they are not capable of a balanced judgement. This
can be born out of some of the symptoms of affective disorders and dementia-
related illnesses such as memory loss, confusion and loss of concentration.
However, similar symptoms may be prevalent in mental illnesses found in working
age adults but it is notable that the language used in discussing typologies of
treatment and the intervention are different. It is routine to talk in terms of the use
of the Recovery Model”!° or the Tidal Model,"! both based on a central concept
of person-centred care, in working with adults but relatively few areas have
adopted and evaluated similar principles in treating older adults.'>"> This belief
that older adults have no need for creative and diverse services was highlighted
by a report published in 2005 (Moving out of the Shadows (MOOTS)?) which
described the difference between adult and older adults’ mental health services
as the ‘Berlin Wall’. Although recognised as having value, psychotherapy is rarely
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available for older adults. This point was also picked up by Oishi and Unutzer,"
Collins et al.” and Gallo et al.'* who found that antidepressant medication was
the predominant treatment, with psychological interventions unlikely to be
considered and, when they were, referrals were rarely made. The National
Service Framework for Older People!” attempted to redress this by stating that
older adults with depression should be offered psychological therapies alongside
medication.

Service user and carer experience of services for older adults

Depression, in itself, breeds a sense of hopelessness and helplessness and, often,
isolation. Old age may also bring about similar emotions of loss of worth, power
and no longer being part of the economic machine that defines our culture. The
‘cycle of depression’* for carers or older adults may be linked to physical illness,
mental illness or the onset of old age. Rates of depression are particularly high
for some chronic illnesses such as Parkinson’s or Huntington’s disease. Older
adults are more likely to experience key life events, such as bereavement, and age
discrimination.'® Those who are already experiencing exclusion, for example the
mentally ill or physically disabled, may find this becomes more acute during older
age. Levels of health and wealth may also reduce, resulting in lifestyle changes and
a time of insecurity and uncertainty. Moreover, many older adults also become
carers and have to adapt to that full-time role as well as cope with the ageing
process. Any of these issues may trigger depression and with an increasing ageing
population, the delivery of services that meet health, social care, leisure and activity
needs become even more important.

The symptoms of depression, i.e. apathy, loss of concentration, memory loss,
melancholy, may be seen as part of the ageing process and therefore not necessitating
treatment with ‘talking therapies’. The root causes of depression, physical illness,
effect of long-term pain, social isolation, stress of caring for a partner, poverty, are
not always examined nor is there recognition that the illness may be the result of
a range of different health and social factors. Older adults need holistic joined-
up services meeting all health and social care needs and reflecting the need to
retain their social inclusion. Quality of life is not seen as predominant for the
older population who are viewed as needing care rather than being encouraged in
techniques for self-care. The Joseph Rowntree Foundation' suggests that policy
and practice in services for older adults is framed in the context of two models:
deficit and heroic. The deficit model sees old age as an incurable illness where
older adults are the passive recipients of care. Decisions about care and treatment
are taken by professionals and when ill, older adults experience a loss of control
and power. This is often accompanied by feelings of declining productivity, the
lowering of sexual activity, decreasing mobility, and being regarded by soci-
ety, and possibly family members, as a burden. The heroic model cites successful
ageing as the ability to remain on a physical par with younger people. Neither
of these models represents the reality for the majority of older adults who
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wish to play an active role in the community and retain a reasonable quality
of life.

With the proportion of older adults in the population expected to continue to
increase,?*?! then, improving quality of life, mental health and well-being is crucial
from both the perspective of the service user and carer, and the government, and
agencies and organisations working with older adults. However, as indicated by
the publication of the MOOTS report® this may require a change of culture in the
way services are provided. Since the report, several initiatives have been launched
to improve service delivery for older people. In 2006 the Department of Work
and Pensions announced that it would be introducing ‘Sure Start’ for older adults
aimed at improving their quality of life; the Department of Health also launched
‘A New Ambition for Older People’® comprising 10 programmes for improving
care and treatment. While both are welcome developments, without joined-up
thinking between government departments to deliver on the stated aim to reduce
social exclusion and empower older adults to participate in their local community,
there is a danger of older adults once again becoming passive participants in their
care and few really benefiting from the opportunities offered. Policy alone can-
not change the underlying negative attitudes to older adults within our society
which impact on health and care through a lack of respect and dignity being
offered during treatment.

In accessing and using health and social care services, older adults feel dis-
empowered, overlooked, a burden and a drain on health services in particular.
They feel that because they are in general economically inactive, they are not seen
as an individual so much as just an older person.®** When old people seek help for
a physical problem many doctors do not recognise the impact of physical illnesses,
chronic pain and disability on mental health and do not make this part of their
assessment of the service user. Substance misuse and domestic violence may also
be issues faced by both service users and carers. Women are over-represented in
studies of depression and the prevalence rate of depression among abused women
is 47.6%.2 It is known that almost 50% of women using mental health services
have experienced violence and abuse and the effects of this may carry on into later
life. This is such a high priority area that the Department of Health and NIMHE
set up a violence and abuse programme on health and mental health in 2004. We
also know that elder abuse is a major but generally unreported problem.?

Carers feel their needs are often not recognised at all as the focus is on the
service user. Although not limited to services for older adults, to negotiate health
and social care services requires a certain amount of knowledge about what is
available, where to go, what is needed and who to ask. This can be particularly
difficult for carers who do not know what is available for them or their entitlement
to a carer’s assessment. Of course, not all older adults are suffering from chronic
or serious illness but they nonetheless have needs which, if met, can help them
retain an independent lifestyle and social participation. However, these needs
may be perceived as ‘low level’, e.g. help with shopping, gardening or household
chores, and not be eligible for assistance. Yet to meet these very practical needs
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may make a significant difference to quality of life and social functioning, and
reduce higher level uptake of services in the future. Understandably, services are
usually concentrated on those with the greatest need or those in crisis, but focusing
on prevention or early detection may in the longer term reduce pressure on more
costly interventions.

What do older adults want?

Older adults are a diverse population with different characteristics of ageing,
physical and mental health, lifestyles, economic power and ethnic diversity.
However, the majority share the desire to be heard and valued for their contribu-
tion to society and to retain their independence. Mobility can be critical to retaining
independence, friendships and a social life. Access to transport will mean that
older adults can go to social and leisure activities, classes, or meet friends. Lack of
these contacts will lead to isolation and increased risk of developing depression.
Remaining in your own home, with adaptations and assistance in order to do so,
is the key to retaining a reasonable quality of life and mental well-being for older
adults. The importance of an environment that feels safe, secure and welcoming
cannot be overstated in terms of its role in enhancing a person’s well-being. To
achieve physical and mental well-being, older adults want to be active and to
have opportunities for involvement. This can have the key benefit of reducing the
need for access to health and social care services. Health and social care services
can provide some of these opportunities and these will be discussed later in this
chapter, but it is also important to listen to the individual. They may simply want
support to attend a weekly social event rather than be taken to a Day Centre
or older adults group. In addition to the service user, it is essential that carers’
needs are recognised as many remain hidden and the full-time nature of their role
means they may not be able to take up opportunities for engagement. It is
important to recognise that the needs of older and younger carers may differ and
to understand that there may be practical and financial implications arising from
long-term care giving. Carers may also need assistance in helping the person they
care for develop self-management strategies. We cannot assume that carers are able
to access knowledge or have the skills to help this happen.

In common with most consumers, older adults want choice when accessing the
services they require. This ideal underpins much of recent public sector reform,
particularly in the NHS.?*¢4 The evidence is that increased choice of care and
treatment and involvement in care planning increases satisfaction with services
and encourages self-management, but this is a complex area as it depends on the
availability of a range of services, the ability and capacity to make relevant choices,
and the willingness of clinicians and professionals to accept the choices of service
users and carers.”??° Organisational culture may also need to shift to facilitate
a greater level of involvement or co-production in the planning and delivery of
services,??® but it is predicated on the understanding of the consumer’s motives
for involvement.?” Moreover, service user involvement in mental health services
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is patchy with an emphasis on consultation rather than influence, partnership or
control. The main barriers to involvement are lack of information, financial and
time costs, professionals’ concerns over the representativeness of service users
and resistance to the idea of service users as experts. Many mental health service
users and older adults lack information to facilitate choice or are excluded from
involvement.?*%! This can be particularly true for hard to reach groups, such as
black and minority ethnic communities, and disabled groups, who may not know
where to access information about available services.

Older adults and their carers want holistic and flexible services that respond
to their practical, physical and psychological needs. They also want culturally
relevant services which are based in the community and reflect local needs. The
voluntary sector can play a key role in the provision of services, especially day
services, particularly if they can work within local communities. Community
groups, such as faith-based groups, could also play a key role in engaging members
of the community and reducing social isolation. Older adults with depressive type
illnesses welcome safe environments where they can receive psychological and
emotional support. Local services increase social inclusion as those older adults
with mobility issues, whether through physical or mental ill health, are unlikely
to travel outside their community to access services. To achieve holistic service
provision, services have to have routine screening tools that will assess an older
person’s physical, psychological and practical needs, and those of their carers.
Primary, acute and secondary care professionals need to have knowledge of the
impact of the ageing process, physical illness and chronic pain on mental heath
and to undertake appropriate assessments. This means the workforce has to reflect
the population’s requirements and may even mean that older adults, and older
adult’s champions, are involved in the training of practitioners and clinicians. This
would have the additional benefit of providing positive role models that disprove
ageist myths about older adults being passive recipients of services, grumpy and
inactive.

User involvement: power, choice and control

For older adults services to truly reflect their needs, older adults need to play a
greater role in shaping policy and practice. People need to have a say and choice
over what happens to them even if they are facing difficulties in their lives, e.g.
life-limiting illnesses. Standard 2 of the National Service Framework for Older
People!” states that health and social care organisations must treat older adults as
individuals and allow them to make choices about their care. A single assessment
process, integrated commissioning and provision of services is the portal through
which this should be achieved.

As stated at the beginning of this chapter, the last decade has heralded a raft
of policies and guidance relating to public participation in the NHS. Two of the
earlier papers espoused the view that the public should participate in decisions and
policies that affect their health and shape health services.”***> The NHS Plan' and
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Involving Patients and the Public in Healthcare* developed this further by giving
patients and the public a greater say in the NHS and setting out proposals for
implementing patient-centred care. The emphasis on patient-centred and patient-
led services and public involvement remained central to government policy in
subsequent moves to modernise services.*¢ Similarly, public involvement in NHS
research became more prevalent.’*** Despite the plethora of policy and guidance,
Beresford®® suggests service users are in danger of being overlooked in knowledge-
based policy and practice. Service user and carer experience may not necessarily be
seen as ‘evidence’ or ‘knowledge’ and a basis for policy and practice if regarded as
intrinsically biased. This then undermines the concept of service user involvement
in practice and service development.

‘Health in Partnership” stressed the importance of involving service users and
carers in health decision making and research. Twelve studies examined involve-
ment in service planning and delivery, decisions about treatment and care, and
education and training. Findings echoed the themes identified in earlier sections:
involvement in care and planning, quality information and good communication
increase service users’ satisfaction. However, in order to fully involve the public,
health and social care organisations, and the community, need to develop a
greater understanding of the mechanisms to achieve this goal. The public need
information about opportunities for involvement and organisations need a
culture of involvement led by boards and governing bodies. Staff are generally
positive about involvement but require education and training, particularly on the
importance of including all elements of the community. This is now reflected in
the professional training of many health and social care workers.’?

Creating a Patient Led NHS® based the future of the NHS on the creation of
services which were patient led with people having greater choice and control. It
advocated changes to systems including the introduction of Foundation Trusts,
payment by results, and the measurement of the impact of services by their impact
on patients. Nonetheless, despite modernisation of healthcare, participation by
older adults is not common and to increase their involvement we have to recognise
the specific barriers they face such as ageism, poverty, access to employment,
societal perception and social exclusion. The Joseph Rowntree Foundation’
identified two levels of involvement for older adults, individual and collective.
Individual involvement at the level of taking part in decision making about the
person’s own care; collective involvement taking the form of membership of a
service user or carer interest or support group, or representing the service user
or carer view on a committee. Neither of these offers real choice or control to
the service user. They fall within a managerialist/consumerist approach rather
than a democratic approach to service delivery. It is questionable whether this
can lead to participation and involvement at strategic level and at the level of
organisational development, but in considering how to involve the public, it is
of course important to consider whether public involvement is motivated by
altruism, egoism, collectivism, or principlism.?’ These forms of motivation are not
exclusive but are crucial to health and social care organisations’ understanding
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and retention of public and community involvement. Meaningful involvement can
exist on a range of levels from consultation through collaboration and partner-
ship to service user-led services.

Meaningful involvement

Older adults, like other age groups, are a diverse group of people and while they
share some experience they also have individual concerns and needs. These do
not simply relate to healthcare as social and other needs are also crucial. Meaning-
ful involvement starts from recognising the important role that older adults play in
society, in families and as carers. Involvement may start at an individual (egoist) level
with participation in care planning, decisions about treatment, choice, managing
Direct Payments;**!' or may be more altruistic and take the form of participation
in a support, advocacy or lobbying group or charitable foundation. Research into
participation has tended to focus on the extent of involvement (using a model
such as Arnstein’s ‘ladder of participation’).”” However, the level of involvement is
not necessarily the issue if the principle of inclusion is based on responsiveness to
needs and empowerment and choice for the service user and carer. Furthermore,
to be effective, involvement on any level must have meaning in the person’s life
and lead to positive outcomes on a personal or more general level.

The Care Services Improvement Partnership has published guidance for those
involved in providing health or social care to older adults on how to involve service
users and carers in decisions. Further examples of good practice and meaningful
involvement are provided by the Joseph Rowntree Foundation”” and MOOTS®
under the key themes of: person-centred care, mental well-being, social inclusion,
participation, choice and control. Both offer clear messages about starting with
the person and service user and carer-defined ideas of what constitutes quality of
life rather than basing policy and practice on assumptions. Participation, power,
choice and control are facilitated by the provision of good quality information,
consultation, engagement in decision making, and support. To increase social
inclusion, it is important to recognise the need to work with local communities and
integrate opportunities for older adults into provision. Ageing can lead to social
isolation and this can be compounded by an affective disorder which might lead
to the person withdrawing from social contact. One response to this has been to
extend the Sure Start programme for families to older adults through Link-Age
Plus,* which aims to reduce social exclusion and poverty.

Many different types of involvement currently exist within health and social
care which offer opportunities for involvement, for example patient forums such
as clinical governance councils, Patient and Public Involvement Forums, advocacy,
service user development workers, volunteers, user researchers, education and
training of healthcare professionals, to mention just a few. However, older adults are
generally in the minority in these arenas and their views are not always considered.
This lack of involvement may be through poor communication, social isolation, or
lack of support to enable people to get involved. To address this issue, health and
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social care providers need to think carefully about the methods used to consult
with older adults and the training they may need to support their involvement.
Creative methods that have been utilised are life story interviews, video, and
discussion groups.*! Levels of involvement that are utilised can be categorised as:
consultation, collaboration or partnership, and user led initiatives (see Table 14.1
for examples of each of these in practice). Consultation is the most frequently used
as this is potentially the most straightforward means of engaging in a dialogue
with service users and carers. Engaging in collaboration or partnership, providing
adequate time is devoted to it, increases the empowerment of the service user and
carer. Service user led initiatives allow the service user or carer to take full control.
There are several examples of research led by service users and carers which has
had an impact on participants and demonstrates the potential for influencing
service development in a meaningful way.*##% Many older adults would like to
see a move through the continuum of involvement from passive recipients of care
or passive providers of opinions to active engagement in planning and delivery and
the potential for user led or user controlled services being explored.

The main areas that user involvement can impact on are: providing feedback
on services, evaluation and research, developing outcome measures, training and
education for health and social care professionals and students, employees of social
care and health services, and user led services, e.g. Social Enterprises. Training for
involvement needs to recognise the learning styles of people who experienced a
different educational system. Most older adults will have strong opinions on their
care and treatment but may not be used to a discursive style of learning and will
not communicate in medical jargon. Older adults can also play an important role
in teaching others or in community groups. Many have time and would like to take
up an opportunity to learn new skills or use old ones. They are usually committed,
conscientious and reliable members of any voluntary or community groups they
become involved with. Service users who become involved in such activities need
to feel valued and listened to and this can be crucial in retaining commitment and
interest.

Meaningful involvement must have at its centre the older person who is the
expert at defining ‘quality of life’. As the model on p. 226 illustrates (see Figure 14.1),
person-centred services must be based on participatory principles of choice,
inclusion, respect, dignity, independence and involvement in decision making.
Services must be holistic and recognise the need for integrated community-based
care from health, social care, housing and other services. Access to good quality
information, self-help and self-care techniques, or programmes to reduce anxiety,
stress and depression, alongside leisure and social activities, enable increased
self-management and self-care. However, to engage with marginalised groups,
clinicians and professionals need to go into their communities or environments
and use activities that will foster involvement and that may need to utilise other
means than meetings.
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TABLE 14.1 Typologies of involvement with examples

Passive Consultation Collaboration/ Service user led
recipients partnership initiatives
Research Consultation PPI** Forum Service user and
participants as  exercises, e.g. Service user or carer  carer led support and
subjects workshops, surveys support groups activity groups
Annual patient ~ PALS* Training and education Service user and
surveys Patient forum of professionals and carer led services

Inpatient unit students Social enterprises

meetings Volunteers Service user led

Audit, evaluation Experts by Experience ~audit, evaluation or

and research - seek  commissioning research

views on project groups

proposals

) Membership of NHS
Local Partnership  Tryst Boards or other
Boards governing bodies
Service user and carer
champions

Service user and carer
development workers

Jointly led audit,
evaluation or research

*PALS - Patient Advice and Liaison Service

**PP| - Patient and Public Involvement

Conclusions

As the number of older adults in the population increases by up to 15 % in the next
10 years, social policy and societal expectations will also shift. It is estimated that
as many as 15% of those over 65 suffer from depression, more than the number
suffering from long-term physical illness, thereby placing increasing pressure on
mental health services.?* As the older population grows, demand on services will
also increase as will the cost to the economy. It is therefore crucial that health
and social care services respond at an early stage and are responsive to people’s
needs in supporting independence and maintaining quality of life. Changes to the
employment-related pension system and the age discrimination law introduced
in October 2006 will lead to people retiring at a later age than the historical 65
years for men and 60 years for women. Inevitably, this will mean some older adults
experiencing many of the symptoms of old age while in employment. Conversely,
their economic power will be sustained for a longer period. Maintaining the social
inclusion of older adults in the community will become even more important.
The distinction between services for working age adults and older adults, i.e.
those under and over 65 years may also be questioned as people work for longer.
Will this mean older ‘working’ adults accessing services for the under sixty-fives
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FIGURE 14.1 Person-centred care for older adults: a participatory model.

and those unemployed accessing older adults services thus introducing further
inequities? (This distinction is not shared across government departments as the
Social Exclusion Unit defines older adults as those aged over 50 years. Men over
65 years old and women over 60 are defined as ‘pensioners’.)*

Although fewer older adults are now experiencing absolute poverty, according
to the Social Exclusion Unit,* it is still anticipated that a substantial number will
face social exclusion in later life. Recommendations for developing strategies for
older adults’ services have been well documented in the MOOTS and Joseph
Rowntree Foundation reports®'” and stress the need for integrated strategies and
investment plans. Person Centred Care, reflecting all needs including housing,
leisure and mobility, is fundamental to any successful strategy as is provision
of information. Service users and carers do not expect organisations and their
staff to necessarily share their values but when involving consumers in service
planning and delivery, it is vital to reach a shared understanding and to find a
common language in order to communicate effectively. To have any real impact,
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older adults must be heard and be an integral part of service planning and service
provision. Increasingly, we will require culturally relevant services to respond to
an increasingly ethnically diverse older population.

KEY POINTS

The active participation of older adults in the planning and delivery of
services can have positive effects on their self-esteem, reduce social exclusion,
and improve their quality of life.

Involving older adults in the design of services, and decisions about their
own care, leads to more appropriate and targeted service delivery which may
result in individuals retaining a greater degree of independence and social
participation.

With a growth in the ageing population, there is an increased need to involve
older adults in education and training of health and social care staff, service
development and delivery to ensure relevant and properly planned services.
Local and community-based groups can play a key role in facilitating

the involvement of older adults and reduce social exclusion and increase
empowerment.

Carers have specific needs and need to be recognised as individuals distinct
from the person they care for. Opportunities for influencing service delivery
and access to support for their own health, social care, leisure and activity
needs are crucial.
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CHAPTER 15

Cultural aspects of affective
disorders in older people

ANILKUMAR PILLAI

Introduction

We live in a society which is rapidly embracing and amalgamating different
cultures and races. This trend is becoming universal and is increasingly seen in
rapidly developing countries such as China and India. This could be attributed
to the migration of population between countries. Migration can also happen
within a nation, across states and counties. People migrate for various reasons,
chiefly political and socioeconomic. This migration results in dynamic changes
to the structure of a society. It can lead to positive exchanges of values between
cultures. Migration has gained momentum in the past few years due to the effect
of globalisation.!

One of the main themes in the issue of migration is its impact on the economy.
Economic activity depends on age, educational status, skill and proficiency in the
local language. For example, in the United Kingdom the current first generation
migrants generally do well and make a net fiscal contribution.? Older migrants
may not be seen engaging in visible economic activities, but they may contribute
significantly to childcare and other domestic duties. They also provide advice
and support to family members in crisis and often take up the role of an informal
‘psychotherapist’.

The presence of ethnic minority groups in a community is not always the
result of continuing migration. Some groups will have been living in a country
for generations. Among them, some will have absorbed the cultural values and
norms of the host nation. They will consider themselves as belonging to the host
nation, at the same time keeping their cultural identity. We may also find migrant

230



CULTURAL ASPECTS OF AFFECTIVE DISORDERS IN OLDER PEOPLE 231

communities locked in cultural ghettoes without integration or assimilation. This
can lead to suspicion and feelings of insecurity both in the migrant population
and local people.

Race, ethnicity and culture

These terms are controversial and difficult to define, and they are often used to
convey the same meaning.
Culture has been defined as

shared learned behaviour that is transmitted from one generation to another for purposes
of human adjustments, adaptation and growth. Culture has both external and internal
referents. External referents include artefacts, roles and institutions. Internal referents

include attitudes, values, beliefs, expectations, epistemologies and consciousness.?

The US Department of Health and Human Services defines culture as a common
heritage or set of beliefs, norms and values.* It refers to the shared attributes of
one group. The dominant culture for much of United States history focused on the
beliefs, norms and values of European Americans, but America is now essentially a
multicultural nation.” Anthropologists often describe culture as a system of shared
meanings. Many people consider themselves to have multiple cultural identities as
cultural groups can be defined by ethnicity, religion, geographic region, age group,
sexual orientation or profession. Culture is dynamic and ever changing. It helps
people to adapt to their external and internal environments.®

Race is perceived by appearances and is attributed to biological and genetic
traits. The UK Race Relations Act distinguished race as referring to physical
differences and ethnicity to cultural differences. It is possible for people to be
culturally similar but racially different.

A working definition for ethnic minorities is ‘individuals with a cultural heritage
distinct from the majority population’.” An ethnic group is a group of people who
identify with each other, on the basis of a presumed common ancestry. Ethnic
groups are sometimes united by common cultural, behavioural, linguistic or
religious practices. Ethnic minority groups may comprise migrants who are first
generation, second generation or those who migrated to the host country many
generations ago.

On looking at these definitions it is easy to see the complexity of these concepts
and the controversies these could evoke. Discussions on these definitions are be-
yond the scope of this chapter.

Attitudes towards elderly people vary across cultures. Many elders of Afro-
Caribbean origin live alone whereas many of those from Asian cultures live with
their families, possibly reflecting what happens in their country of origin or other
unknown factors.
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Migration

The 2001 census showed that one in 12 people in the United Kingdom are born
overseas. The minority ethnic population constituted about 4.6 million, 7.9%
of the total population of the UK.® Indians (1.8%) formed the largest minority
group. This was followed by Pakistanis (1.3 %), those of mixed ethnic backgrounds
(1.2%), Black Caribbeans (1%), Black Africans (0.8%) and Bangladeshis (0.5 %).
The remaining minority ethnic groups together accounted for a further 1.4% of
the population. This includes people who were foreign born and those who were
born and brought up in the UK. Just over three-quarters of the UK population
reported having a religion. More than seven out of 10 people said that their
religion was Christian (72%). After Christianity, Islam was the most common faith
with nearly 3% describing their religion as Muslim (1.6 million). The next largest
religious groups were Hindus, followed by Sikhs, Jews, Buddhists and people
from other religions. Fifteen per cent of people from non-white ethnic minority
groups were aged 50 and over (around 672,000 people). The White Irish group
had the oldest age structure in 2001, with one in four aged 65 and over. Among
the non-White group, Black Caribbeans had the largest proportion aged 65 and
above.

Figures from the US Department of Health and Human Services show that
13% of the population were Black in 2002.° They were the second largest minority
population, following the Hispanic/Latino population. Only 8% of the Blacks
were 65 and above compared with 14% of non-Hispanic whites.

Acculturation and mental health

Acculturation is defined as a culture change that is initiated by the conjunction
of two or more autonomous cultural systems.!* It is a dynamic process, which helps
in the adaptation of the value systems resulting in the integration of an individual
to the host community. On the other hand when this does not occur individuals
may become alienated and feel unwelcome. This sense of not belonging may
make them feel powerless, isolated and estranged. The process of acculturation is
affected by age, socioeconomic status, language and belief systems.

The migrant population may take any of the following paths in the process of
adapting or integrating to the host culture. First is a process by which they fully
accept the host culture and reject or even disown their parent culture, leading to
lack of cultural identity.

Second is a process of integrating well with the host culture by embracing its
richness and at the same time creating an environment for enabling the next gen-
erations to understand and perpetuate the positive aspects of the parent culture.

Third is a situation where the migrant population fails to integrate with the new
culture. They may have an isolationist attitude towards the new culture. They look
at culture around them with suspicion, and their insecurity makes them close the
doors to the host culture. This leads on to development of ‘cultural ghettoes’.
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The second process described above is the ideal situation, but in reality all three
situations may occur in varying degrees among migrant populations depending on
their age, value systems, education and other factors.

Extreme cultural transition can cause severe distress, which is sometimes called
‘culture shock’. The stress is less when the move is planned, there are other persons
involved and there is overlap in cultures. A Swedish study found that immigrants
had 1.5 times greater risk of suicides than natives.!! This may be explained by lack
of ethnic community integration, as social support has consistently been found to
be a protective factor against psychological distress associated with migration.'??’
It is thought that the possible protective effect of traditional culture on mental
disorders is reduced when the migrant population face adverse socioeconomic
conditions leading to disruption of extended family structure, inability to follow
social obligations and failure to keep religious affiliations.'* All these may occur as
part of acculturation. Studies suggest that social support and cultural integration,
rather than acculturation, are protective factors for immigrants.”

Migration, culture and mental health

Migration is a social process by which an individual or group of individuals move
from one cultural setting to another for economic, political or family reasons.
This may be a permanent or transient activity. As discussed earlier this could
occur within a country or across nations. People who emigrate are known to be
vulnerable to mental heath problems. Migration can be a very stressful experience,
but not all migrants go through the same process. Coping strategies as well as
resilience among migrants can affect this.'® The preparation for migration, the
receptiveness of the host society and the acceptance the individual receives
all affect the risk of psychological problems in the migrant community. At an
individual level, factors such as personality, social support, psychological strength
and inherent flexibility and adaptability may act as significant factors determining
future psychological well-being. The association of mental illness with migration
has been attributed to a variety of reasons. One theory is that people who are
mentally ill are the most likely to emigrate.!” Another is that the stress of migration
can also lead to mental illness.!” People migrate for various reasons, but it is rare
for older people to migrate for economic reasons. They usually move to join their
families. However, migration can occur for other reasons as well. For example,
there has been increased migration activity from the UK to other parts of the
world, particularly for retired individuals who seek better weather and improved
quality of life. The loss of social networks, inflexibility due to ageing and poor
physical health, rigid value systems and language difficulties may make the pro-
cess of migration and settling down difficult for the elderly. Hence older migrants
may be more vulnerable to mental health problems.

The elderly from minority ethnic communities have unique and complex
mental health needs. There is difficulty in accurately assessing the prevalence of
mental health problems among this population. One important factor contributing
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to this is that they are less likely to seek help for psychological problems. There

are a number of other reasons including the following.

+ Diagnostic difficulties due to language barriers, lack of culturally appropriate
diagnostic and screening instruments, etc.

+ Difference in presentation of mental health problems among this population
compared to the native population.

+ Stigma attached to mental illness.

+ Lack of knowledge of mental illness and symptoms of mental illness among
the family members.

» Professionals’ lack of understanding of their mental health problems and
needs.

Epidemiology

Though studies on the prevalence of mental health problems in elderly immigrants
are sparse, current available information suggests that migrants have higher
rates of mental illness than the population in the country of origin and the host
country.'® There are no studies to support this in the elderly. A community study
on the prevalence of psychiatric disorders among elderly South Asian immigrants
from the Indian subcontinent living in Bradford (UK) showed depression to be
around 20% and anxiety neurosis about 4%." The Islington study? showed
a total of 18.3% of migrant elders had depression. The prevalence studies on
bipolar disorder among elderly ethnic minority group are scarce. In contrast to
the reported increased likelihood to self-harm in young Asian women the risk
of self-harm is less in the older Asian population.?! Assessing the prevalence of
substance misuse, alcohol abuse and forensic issues in older ethnic communities is
difficult as it may be under-reported. One study? showed that African Americans
were more likely to report hopelessness, poor appetite, poor concentration and
lack of energy but when controlled for certain confounders the racial differences
were found to be insignificant.

The AESOP study (2005) determined the incidence of bipolar disorder in
three cities in the UK.? The study found a significantly higher incidence of bipolar
affective disorder in black and minority ethnic groups compared with white
groups. The study excluded the elderly population.

Mental health issues in asylum seekers pose particular challenges. Many may
have experienced torture in their homeland. When they migrate to a new country
they might face detention, enforced dispersal and discrimination.?* Although
issues related to asylum seekers are commonly talked about, information on mental
health issues in this population is limited, in particular elderly asylum seekers.

Globalisation

Globalisation is a term used to describe a complex series of socioeconomic,
technological and political changes that accelerated in the latter half of the 20th
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century. Advances in transport, communication and information technologies
have assisted the process of crossing of borders. Globalisation has led to a great
increase in migration. This process has been enhanced in the recent years by
fast and efficient means of travel, deregulation of commerce and widened access
to technology.! This has led to increasing interdependence and interaction
between people and communities in distant locations. This is breaking down
natural boundaries and has had an impact on economies. Migration of younger
generations from developing countries in search of economic security has resulted
in older people relocating to join their family (or being left behind).

Culture and mental health of elderly migrants with affective
disorders

Elderly people living in a country may belong to different ethnic groups and cul-
tures. The cultural aspects of mental health problems of the majority ethnic
group are usually better identified and managed. This may be due to a better
understanding of their culture by mental health professionals.

Identifying and managing mental health problems in older people from minority
ethnic groups are complicated issues. The ethnic elders may be first, second or
third generation immigrants. The first among these are likely to present complex
cultural issues that affect their mental health. Even third generation migrants are
likely to be affected if the integration with the host society has not occurred. We
shall look at some of these issues in relation to affective disorders.

Aetiology

The migrant elder may bring with them to the new country a predisposition to
some of the illnesses pertaining to his or her ethnicity. A combination of genetic,
social or psychological factors may be contributory. For example, people from
the Asian subcontinent may have a higher predisposition for somatisation.

Loss of home country and loved ones, multiple deprivations leading to learned
helplessness, alienation, isolation and powerlessness leading to low self-esteem’
have been identified as factors leading to depression. Other causes postulated
include reasons for migration (torture, political and economic) and stress associated
with migration.'® Racism, difficulty of accepting the reality of not being able to
return home,” concerns about the social values of the younger generations, social
isolation due to bereavement, retirement and rejection from the family??* have
all been put forward as possible contributory factors for depression in ethnic
elderly.

Symptomatology and presentation

The stigma of mental health problems may lead to expressing distress in a cul-
turally acceptable way. Many cultures accept physical illness but mental distress
is often considered a sign of weakness. In such situations the distress may be
expressed as unexplained physical symptoms. This is very common in the elderly
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population with depression. Failure to recognise underlying depression can lead
to needless investigations, prolonging the symptoms and reinforcing beliefs in
their physical nature.'” Individuals from certain cultures attribute external forces
(fate or astrology) as driving factors in their behaviour or actions, which may also
contribute to under-reporting of symptoms.®

The presentation of the illness may itself take varied forms depending on
culture, belief and attitudes. Hence some of the delusional beliefs may be related
to cultural beliefs. Depression may manifest with different patterns of symptoms
depending on cultures. Some may present with psychological symptoms of
sadness and low mood and others may present with pain and somatic symptoms.?’
Bhugra and Cochrane,?® quoting various studies, point out that depression may
be characterised by somatic symptoms rather than by guilt, self-blame or suicidal
ideations in some ethnic groups. This can lead to diagnostic difficulties. Some
religious rituals may be misinterpreted as obsessions. Magical cures may just be
part of the culture and often culturally appropriate reactions may be misdiagnosed
as mental illness.

Diagnosis

The migrant population may have different views on how they should address and
manage psychological distress. They may believe that modern medicines cause
side-effects and may prefer alternative remedies, magical cures or get help from
faith healers, which may not be easily available in their new country. Many of them
may not know the existing service provisions in the country they have migrated to.
In many of the developing countries doctors are highly revered and patients are
reluctant to approach doctors for reasons they may consider trivial. There could
also be economic reasons which prevent them from seeking help if the healthcare
is not state funded. Some may not seek help for fear of being ostracised, owing
to the stigma attached to mental illness. It may be more pronounced if the female
member of the family is affected. However, a recent study in the United Kingdom
found that immigrant elders, in general, accessed primary and secondary care
services at least at the same level as an older UK born.?

Where mental health services are sought, however, if the professionals involved
are unaware of the cultural beliefs and value systems, they may often fail to
recognise the underlying mental health problem, which can lead to delay or
misdiagnosis.

Various scales and tools often complement psychiatric assessments and
management. There is a dearth of reliable and valid assessment tools for the ethnic
population, which can complicate these issues further. The languages of distress
may be different from that in structured diagnostic tools, which can underestimate
distress levels. One study found that a lower cut-off point is more appropriate for
older black people living in the UK for screening depression.*® The elderly person
may not speak the local language and even if they do there may be difficulties
arising due to accents and expressions. These language barriers and the person’s
inability to express distress in their mother tongue can make diagnosis difficult.
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Management

The most important aspect of managing affective disorders involves engaging

the service user and family in the process. Knowledge of their culture will be

invaluable in understanding how it influences illness presentation, management
and outcome. Dein! identifies the following common issues:

+ The assessing doctor should try to know the views of patient’s family and
close friends to find out their assumptions about the symptoms.

» It may be better to involve independent interpreters if there are language
barriers hindering the assessment process as family members may be biased
for various social and cultural reasons.

+ It may be decided that a mental health problem does not exist and the
behaviour is culturally appropriate. In such situations utilising traditional
healers (Hakims, Vaids, etc.) may be more relevant.

> Even in situations where Western treatments, including ECT, are
appropriate, it is still important to attempt to understand the patient’s illness
concept and explain the treatment based on this. This will enhance the
therapeutic relationship.

+ Ethnic minority patients may have a different response to psychotropic
drugs. South Asian patients show higher plasma concentration of some
antidepressants than white patients on similar doses. Hence they may be
more sensitive to side-effects and respond to lower doses.

In clinical practice many ethnic elders prefer an authoritarian (paternalistic) ap-
proach from healthcare providers. They would prefer a prescriptive solution
for their problems. In spite of this, psychotherapeutic approaches are found to
be very useful in managing affective disorders. Almost half of the participants
in a study, however, expressed a strong desire to seek psychological treatments,
which was positively associated with degree of assimilation, age, female gender
and English fluency.”® Most of the psychotherapies available are based on
Western values. In many situations translating this across cultures for therapeutic
purposes may not be appropriate or effective. Hence culturally appropriate
psychotherapeutic approaches need to be developed. There may be informal
traditional ‘psychotherapists’ within the extended families and the community.
This may be a religious leader or a respected elder. Professionals and service
providers should be their help. Their wisdom may be utilised appropriately in
situations which demand their involvement.

There may be occasions when compulsory detention is necessary. This could
place the professionals involved in a difficult situation. Involving the family and
understanding their concerns can play a pivotal role. Family resources available
in supporting the individual in the community may avoid the need for a compul-
sory admission and it is worthwhile exploring this.

Assessment of capacity forms an important part of mental health assessments
and management. Professionals are called on to assess the individual’s capacity
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to refuse treatment, decide on their care, make enduring power of attorney and
make a valid will. Although capacity is a universal concept some of the issues
assessed may have Western values attached to them. An older person belonging
to an ethnic minority may not be able to grasp concepts such as enduring power
of attorney or 24-hour care. Their understanding may depend on fluency of the
native language and socioeconomic status. Hence time should be spent to explain
these concepts in detail.

Prognosis
Non-compliance with medication is an important factor affecting prognosis. This
can affect the ongoing management of affective disorders, especially in patients
who need maintenance medications such as lithium. Minority ethnicity was
found to be a factor affecting adherence to antipsychotic medications in bipolar
disorders.’”> Compliance could be improved if the concerns of patients were
addressed and reasons for medications were appropriately explained. Some
patients may be using traditional medicines from their country of origin, when
they visit their family and some of these may interact with drugs. An awareness
of this is important as these medications may interact with prescribed medication
or cause unwanted side-effects. Unfortunately, there are a number of traditional
medicines which are used in treating ‘nerves’. The side-effects of many of them
are not known.

There is growing evidence that religious activity may be a significant protective
factor against depression. Active religious practice is likely to provide considerable
social support as well as a sense of a meaningful role.”

Specific syndromes

While considering the aetiology of mental health problems in migrant populations
a factor that may come into prominence is the vulnerability for certain illnesses
they carry with them to the new country. As previously mentioned somatisation is
common in the South Asian population. There are certain patterns of behaviour
which are seen only in specific cultures or countries and are known as culture
bound syndromes. These include Amok, Koro and Dhat syndrome, etc. An
awareness of the existence of these is important when addressing mental health
problems in ethnic minorities.

Service provision

A substantial body of research indicates that the black and Asian ethnic minority
population differ from white people in accessing and utilising mental health
services.”* This may be due to attitude towards services, previous experiences
or cultural appropriateness. Provision of psychogeriatric services for ethnic
minorities is important in any multi-ethnic society. There are considerable debates
about integrating or segregating services. It is suggested that segregated services
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may further marginalise ethnic minority communities. Funding for such services
may also be an issue. Hence in the current situation psychogeriatric services for
this population may be delivered as part of the existing mental health service. This
service should be sensitive to cultural needs, values and beliefs. The tools used
in assessment should be culturally sensitive. Various tools, such as the geriatric
depression scale and mini mental state examination, are available in different
languages, and could be utilised.

The Royal College of Psychiatrists council report” on psychiatric services for
black and minority ethnic elders recommends setting up acute psychiatric ser-
vices for this population within mainstream psychiatric services. Staff should
be trained to be culturally sensitive. Services providing continuing care should
be developed for the appropriate user group. The College report also suggests
recruiting a racial mix of multidisciplinary staff, reflecting the population served
and involving general practitioners and other key players in establishing good
practice for this group. Many have spiritual needs which may not be met within the
current available mental health services. Psychotherapy services are also limited.
In Britain there are psychotherapy centres providing care for ethnic minorities,
the best known being the Nafsiyat Inter-Cultural Therapy Centre."”

Good partnerships between primary care team and other pathway agency
teams is essential in providing care for this group.’® Specialised teams (e.g. liaison)
in general hospital and other settings (e.g. nursing homes) providing mental
health assessments should be aware of cultural issues which may contribute in
precipitating and maintaining affective symptoms in ethnic elders. There should be
provision for culturally sensitive day care, respite and residential care to encourage
ethnic minority elders to utilise such services.

Dewsbury experience

Dewsbury is a small town in Yorkshire (England) with a significant ethnic minority
population, the majority from the Asian subcontinent. As part of psychogeriatric
services, a specialised team provided assessment and support for this population.
The team included a specialist nurse and link support workers with experience in
transcultural issues. The team also provided translation services and had access to
culturally appropriate day care and respite care. The project gained recognition
in its attempts to break the barriers against taking the mental health service to the
user — by raising awareness among the ethnic minority population of mental health
issues and the services available to them.

KEY POINTS

» Over the next few years the number of elderly people from ethnic minority
groups will increase. This is not only as a result of increased migration but
also due to an increase in life expectancy.

» Attention needs to be focused on their health, social and economic needs.
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Catering for the mental health needs of this population is complex and needs
careful planning. The stigma attached to age, ethnicity and mental illness can
all contribute to a ‘triple whammy’.*” This seems to be having an impact on
mental healthcare delivery to this group.

» There should be conscious effort and policies in place to tackle the problems
and provide appropriate care to this group.

» There is limited research in this area. There needs to be a concerted effort to
improve this.
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CHAPTER 16

Religion/spirituality and
depression in old age

RACHEL DEW AND HAROLD KOENIG

Introduction

Over the past three decades, medical science has begun to pay greater attention to
the spiritual needs of many types of patients. This movement has been spurred on,
in large measure, by research demonstrating psychological and physical benefits of
religious involvement.! Among the more well-researched groups in the religion/
health literature are the elderly and the depressed.? This chapter will review the
religion/health literature as it pertains to the depressed elderly and offer practical
advice to the clinician interested in addressing or learning more about the spiritual
or religious needs of older depressed patients.

Ageing population

The international population is ageing. Global demographic changes over the next
25 years will result in the proportion of the population aged 65 or older increasing
from 6.9% to 12%. In developed countries, the number of persons aged 65 or
greater is expected to nearly triple.” This change in demography, contributed to
by increasing life expectancy and decreasing fertility, will inflate the proportion
of people coping with chronic disease and disability, as well as decrease the
proportion of the population available to care for them.

The strain this situation will place on healthcare delivery is tremendous. It is
therefore imperative that research address chronic diseases such as depression, a
condition that the World Health Organization (WHO) projects to be the world’s
second leading cause of disability by 2020 (behind only heart disease).*
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Estimates of the prevalence of geriatric depression have varied from 1% to
15%.>7 The presence of other chronic diseases increases the incidence by up to
10%.8 Older adults with depression also suffer an increased rate of disability as
compared with their non-depressed peers.” Thus, there is reason to believe that
as the elderly population increases, depression and its associated disability will
become an even more important burden both on individuals and society.

Religion/spirituality and older adults

Key considerations in understanding the lives of older adults are religion and the
related concept of spirituality. These are complex terms and likely mean different
things to different people. As such, we will offer the operative definitions to
be used for this chapter. Religion here will refer to a collection of beliefs and
behaviours, embraced by a group, which regard the transcendent.! Spirituality,
although having at least a handful of popular definitions, will here refer to a
more personal search for a relationship with the transcendent, not necessarily
institutionally related.

These concepts are important for the clinician interested in understanding
patients because they are central to the lives of most older adults. Recent US polls
indicate that 89% of adults over 65 report they are certain or have little doubt in
the existence of God,' and a mere 4% of those over 65 report no religious pref-
erence.!! Nearly 90% of Americans over 65 and 60% of Britons over 65 say
religion is important in their lives.!2

Religion and spirituality are also important to older adults facing illness. Koenig
and colleagues found that 34% of nursing home residents called religion the
most important factor in enabling them to cope with their problems, and nearly
60% said they used religious coping to a large extent.” Almost 60% of a sample
of depressed psychiatric inpatients in Canada endorsed theistic beliefs and 51%
endorsed belief in the Bible as literal truth.** Religious beliefs are common and
important in the lives of medical and psychiatric patients. Thus, medical providers
who do not consider the religious and spiritual needs of depressed elderly patients
may be missing an important part of the clinical picture.

Religion and health connections

Not only are religion and spirituality identified as personally important to the
elderly, but there is accumulating evidence that they relate to health outcomes.!
Two interrelated lines of investigation have developed, one linking religious
variables with mental health outcomes, and another linking such measures to
physical health outcomes. Examples of religious and spiritual variables used in
religion/health research are church attendance, private religious activities such
as prayer or scripture reading, self-identification as religious or spiritual, intrinsic
religiosity, and using religion to cope with adversity. These and others variables
have been compared with such outcomes as general mortality, cardiac disease,
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blood pressure, cancer, substance abuse, depression, sociopathy and health
services use.">!¢ This religion/health literature has revealed complex relationships,
but for the most part has found consistent small to moderate health benefits for
those who embrace religion in their lives. This has held true in cross-sectional and
longitudinal studies.

Measurement

A vital issue in the religion/health field is measurement. As touched on at the
beginning of this chapter, even experts struggle to agree on definitions of religion
and spirituality. How then can such constructs be assessed reliably and validly in
widely varying research populations? This difficulty, combined with the newness
of the field, has led to a relative lack of standardisation of measurement among
studies that makes comparison and meta-analysis challenging.

Probably the most frequently assessed variable is attendance at religious services.
Attendance could be construed by some as a superficial measure that may fail to
capture a person’s true level of faith or spirituality; yet, as a concrete concept, it is
perhaps more easily ascertained. Some researchers have opted to leave definitions
of religion and spirituality to the research subject to determine; these investigators
have merely asked subjects whether they consider themselves to be religious or
spiritual without regard to what that might mean to the individual.

Often religious preference or denomination is measured in religion/health re-
search. This enterprise is made somewhat difficult by the large variety of Protestant
denominations, which may leave some groups with too small a number of sub-
jects to be meaningfully analysed. Another approach is to attempt to quantify the
intentions behind someone’s religiousness; a well-known construct is ‘religious
orientation’, first described by Allport and Ross.! In this scheme, a person with
an ‘intrinsic’ religious orientation is thought to participate in religion primarily
because of a deep commitment to the divine or transcendent, whereas someone
with an ‘extrinsic’ religious orientation is thought to primarily participate in
religion for another reason, e.g. to make social contacts.

Another important category of measurement seen in the religion/health lit-
erature is religious coping.'® The literature on religious coping seeks not only to
determine whether subjects use religion to cope with life’s adversities, but precisely
how they use it. Types of religious coping include giving up control of a situation
to God, seeking support from one’s religious congregation, or looking to religion
for guidance in decision making.'®

Measurement is a complex issue that is largely beyond the scope of this
chapter. However, in evaluating a study of religion and health, it is important to
consider how religion or spirituality was assessed. Each of the above modalities
has its own strengths, weaknesses and contradictions. For the most part, public
religious activities such as church attendance have most often been correlated with
health outcomes. This may be due to ease in measurement, which may minimise
variance (variance due to measurement error makes it more difficult to discover
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statistical relationships between variables). As the field grows, multidimensional
measurement may allow for more comprehensive assessments of the role of religion
and spirituality in the research subject’s life (see Multidimensional Measurement
of Religiousness/Spirituality for Use in Health Research: http://www.fetzer.org/
PDF/Total Fetzer Book.pdf).

Religion/spirituality and mental health

Mental health, particularly depression, has been examined in relation to religion.
A large portion of these studies focused on older adult populations.'* For the
most part, this line of research has found religious involvement to be associated
with lower levels of depression, anxiety and suicidality, and with higher levels of
well-being. The evidence also points to a protective effect against problematic
behaviours such as substance abuse and criminal activity.!?

The study of well-being focuses on human flourishing and positive adaptation
rather than pathology. Specific outcome variables used in this field include such
concepts as life satisfaction, happiness, psychological well-being, existential
well-being and quality of life. Koenig and colleagues found that 79% of 100
studies examining well-being found at least one correlation linking greater levels
of religious involvement with greater levels of well-being.! Ten of these were
prospective cohort studies; of these 10, nine found correlations between baseline
religious variables and later well-being.?® Many of these studies specifically
investigated populations of older adults, including four of the longitudinal studies
finding greater religiousness correlated with greater well-being.!

In their systematic review, Koenig and colleagues located 93 observational
studies examining the relationship between religion and depression. Fifty-nine of
these found lower rates of depression associated with greater levels of religious
involvement measured by at least one variable. Sixteen more found mixed positive
and negative associations between religious variables and depression. Fifteen of
the 22 longitudinal studies found baseline religiousness to predict lower levels
of depression later on.?° Two of these studied recovery from depression (both
in older adults) and found that religious patients recovered more quickly than
non-religious patients.??> Earlier and more recent longitudinal studies in Dutch
older adults supported these findings.>*

There have also been a few clinical trials in which religious content was used to
augment usual treatment for depression. An example of this would be cognitive
behavioural therapy that also addresses religious issues.?* Koenig and colleagues
found that in five of eight of such trials, religious subjects receiving religiously
augmented therapy recovered more quickly than those in the usual care or control
groups.?’

Anxiety disorders frequently accompany and complicate depression. Koenig
and colleagues’ systematic review located 69 observational studies of religion and
anxiety, 35 of which found at least one significant relationship in which those with
greater religiousness were less anxious. Seven of the remainder found mixed results.
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Six of 7 clinical trials using religious or spiritual interventions showed success in
treating anxiety.?’ More research in this area has been recommended.”

Koenig and colleagues’ systematic review also uncovered 68 studies of attitudes
towards suicide or rates of suicidal behaviour. Fifty-seven of these found that
greater religiousness was associated with lower incidence of suicidal behaviour or
more negative attitudes towards suicide.?’

Other important areas of research in religion and mental health are psychotic
disorders, substance abuse and crime. Research on schizophrenia and other psy-
chotic disorders in relation to religion and spirituality is a new and growing field.
Conclusions about such a relationship are premature at this point."?* However,
there is evidence that a substantial proportion of those suffering major psychoses
employ religious and/or spiritual coping techniques.?

A large literature examines the relationship between religious involvement and
substance abuse. Consistently inverse correlations between religious involvement
and substance abuse have been noted in both adolescent and adult samples; several
studies feature very large samples, and several include longitudinal data.!? This
area has been so well studied that avoidance of substance abuse has been hypoth-
esised as a mechanism by which religion affects general health (see below)."

Criminal behaviour for decades has been thought to be inhibited by religious
involvement.! This tenet has not been uncontroversial, as a seminal 1969 study
found no correlation.?” Subsequent studies, however, support the idea that crime
and religion are inversely related. Koenig and colleagues found 36 studies
addressing this issue, 28 of which found an inverse correlation between religion
and delinquency.?® One problem with this literature is the infrequent separation of
substance abuse from other types of delinquency. Substance abuse, which, as seen
above, has been found to strongly relate to religion, also relates to non-substance-
related crime, and thus may serve as a confounder.

Although most studies of religiousness and mental health in older adults point
to salutary effects, an emerging literature describes the phenomenon of ‘religious
struggle’.?® Religious or spiritual struggle is sometimes called ‘negative religious
coping’ and involves themes such as abandonment by God or church, anger with
God, feeling one’s circumstances are a form of divine punishment, and coming
to believe that God is powerless to help.!3?® Religious struggle has been found to
be relatively common and to frequently coexist with the more positive forms of
religious coping, such as turning to God or church for help, or helping others.?®
Negative religious coping has been associated with higher levels of psychological
distress. '8

Religion/spirituality and physical health

Physical illness, chronic pain, disability and impending death are germane to the
practice of geriatrics, and frequently complicate or exacerbate late-life depression.
The study of religion and/or spirituality in relation to physical health outcomes has
been somewhat more controversial,® but has nonetheless provided evidence of
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salutary effects, especially in the elderly."'*!” Some of the most striking findings in
this field have been in regard to all-cause mortality. Koenig and colleagues found
that 39 of 52 studies discovered enhanced longevity in more religious subjects.?’
A recent review by Powell and colleagues concluded that there is compelling
evidence that church attendance delays death. Their conclusions were based on
critical review of 11 longitudinal studies that used religious attendance to predict
mortality.” Another recent review by Hummer and colleagues concurred.*

There is also evidence that religiousness protects against morbidity and mortality
from major diseases such as coronary artery disease, hypertension and cancer.
Powell and colleagues examined four prospective studies and concluded that
there is some evidence that religiousness protects against cardiovascular disease.”
In Koenig and colleagues’ literature review, 12 of 16 studies of cardiovascular
disease found lower levels of morbidity and mortality in more religious subjects.?’
Furthermore, review of 16 observational studies, including two prospective cohorts,
found strong evidence for lower blood pressures among more religious subjects.
Five of seven studies found that subjects with greater levels of religiousness had
lower rates of cancer mortality.

Several studies have examined possible correlations between religiousness and
immune or neuroendocrine function. Higher levels of IgA,' and lower levels of
interleukin-6,>! a marker of inflammation, have been shown to relate to religious
experience or involvement. One study found that CD4 counts were higher in
religiously active HIV patients.”? Religious variables have been associated with
immune markers in cancer patients.?” Some research has also linked religiousness
with risk of contracting sexually transmitted diseases and tuberculosis.?’

With ageing and illness often come chronic pain and physical disability.
Relationships between these phenomena and religious variables appear to be
complex. Several cross-sectional studies have found that private religious activities
such as prayer are related to greater levels of pain. This could be because prayer
increases levels of pain. More likely, in light of all of the above research findings,
severe pain probably leads victims to pray more in an attempt to gain relief.?’
One prospective study found that over time prayer was associated with decreased
pain, even though it was initially related to greater pain.” Longitudinal studies
have examined the relationship between religion and physical disabilities, which
may result from late-life depression.” Idler and colleagues have discovered links
between greater religiousness and lower emergence of disability, and between
greater religiousness and less self-reported disability.**

Possible mechanisms

How can the religion-health connection be explained scientifically? This is a
growing field of interest. Several social, psychological and biological mechanisms
have been proposed, which may be independent, synchronous, or interrelated.
Enhanced social support has been hypothesised to mediate some of the
observed benefit of religious involvement. Proponents have theorised that those
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who participate in religious activities widen their social network and secure
instrumental social support, such as transportation, etc., which may contribute to
improved health outcomes.!” The largest source of support for older adults outside
of immediate family comes from members of their church.”

Lifestyle patterns associated with religiousness or spirituality may also convey
health benefits, especially over a lifetime. As noted above, religious involvement
has been found to correlate with lower levels of substance use. Substance abuse,
of course, carries wide-ranging risks for physical and emotional health that may
be avoided by religious persons.®

Meaning and coherence of worldview may also mediate health benefits of
religiousness, especially for older adults who may be wrestling with the purpose
and meaning of their lives. Feeling that the world is predictable and makes sense,
or feeling that one’s time on earth serves a purpose, may convey psychological
benefits; this may also ultimately lead to physical health enhancement.®

The emerging discipline of positive psychology studies the relationship between
positive emotions such as joy, calm, contentment, etc. on health and well-being.*®
It has been proposed that positive feelings may be a mechanism by which religion
alters health outcomes.!

How psychological well-being relates to or leads to physical well-being is a
wider area of research. Depression and psychological stress, for example, have
been found to increase risk of myocardial infarction, while social support may be
protective against coronary artery disease.”” Another burgeoning area of investi-
gation is psychoneuroimmunology.’®

Psychoneuroimmunology is concerned with how the brain, as a result of
psychological experiences/perceptions, may undergo changes, and can in turn
alter physiological systems outside of the brain.”® An example of such a brain-body
connection is alteration of immune cell function, precipitated by cortisol secretion,
brought on by a frightening experience, such as fleeing from a wild animal.

Such psychoneuroimmunological phenomena may turn out to be an underlying
mechanism related to all the previously proposed mechanisms. For example, social
support from a faith community may create a psychological experience of comfort
and relaxation that, via neurohumoral pathways, optimises immune function. Lack
of social support, on the other hand, may lead to increased psychological stress,
which may, through brain-body connections, depress immune function. Beyond
the direct toxic effects of drugs and alcohol on the human body, the kind of
social and psychological experiences that come along with substance abuse, i.e.
interpersonal conflict, lack of intimacy, legal problems, poor self-esteem, etc.,
may affect physical health through psychoneuroimmunological pathways.
Cognitions related to a sense of meaning and purpose in life may lead to feelings
of comfort, joy, relaxation and fulfilment that may enhance immune function,
whereas feeling that life is meaningless or that one is not fulfilling one’s destiny
may cause anxious feelings that ultimately suppress immune functioning. That
may be particularly true for older adults whose immune systems may already be
weakened due to ageing.
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How does immune function relate to health outcomes that have been studied
in relation to religiousness? Research in immunology continues to elucidate the
importance of immune function for the health of a wide range of physiological
systems. Although obviously related to HIV/AIDS, which has now claimed the
lives of 25 million people worldwide,” immunity also relates to heart disease®
and cancer,*® two of the most important killers in the Western world. Research
continues into possible connections between suboptimal immune function and
such issues as wound healing and autoimmune diseases.*®

Clinical applications

What clinical use can be made of these findings in the care of older patients
with depression? Possible applications are many and varied.?” Firstly, given the
aforementioned importance of religion/spirituality for the majority of older adults,
as well as the connection between religiousness and depressive disorders, the
clinician treating the depressed elderly may wish to know more about this aspect
of patients’ lives. Spontaneous or systematised enquiry into the religious and/or
spiritual lives of patients has been called a religious or spiritual history. A standard
format for initiating such a conversation with patients has been proposed.*!

Should a spiritual history reveal that religion and/or spirituality serve as im-
portant coping resources for a patient, a clinician may want to make that patient
feel supported in this facet of his/her life, and enquire about whether the patient
has any spiritual needs or questions that a chaplain might help in answering.

Although religion and spirituality have been shown to be important to the
majority of older patients, conversations on these topics between patients and
doctors rarely happen.* There are many reasons for this. Clinical encounters may
be too short to allow for such conversations. Physicians may feel this part of
patients’ lives is unrelated to healthcare. Alternatively, patients may feel that clini-
cians don’t want to hear about their religion, and that, as scientists, physicians
would view religiousness with disdain. After all, in previous clinical encounters,
the physician may have given the patient explanations for their state of health that,
often filled with scientific jargon, contrasted starkly with their own views of their
lot in life within the framework of religious beliefs. A patient who feels depression
is a special challenge sent to them by God may have been told instead that
depression is a state of low serotonin. Such a patient may not expect a physician
to be interested in his/her religious life.

A patient for whom religion/spirituality holds import may profit from being
told that research indicates it may have health benefits. If nothing else, the
accepting attitude that leads the physician to have such a conversation has been
shown to strengthen the clinician-patient bond.*

Sometimes a spiritual history will reveal that the patient is struggling with
religious or spiritual issues. A patient, particularly if depressed, may contemplate
the meaning of their illness. Is God punishing her? Has she been abandoned? In
such a situation, merely stating research findings concerning the probable salutary
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effects of religiousness on depression could leave the patient feeling worse. Does
this mean the illness came because she wasn’t sufficiently devout? Furthermore,
arguments presented to the patient concerning feelings of divine punishment or
abandonment will likely ring hollow. After all, very few clinicians are also trained
religious authorities.

In extreme cases, such situations could become coercive. In most cases they
may be unproductive; clinicians are not trained to challenge and possibly alter
patients’ religious beliefs, even if well-versed in or a member of the patient’s
religious tradition. Therefore, in cases of spiritual struggle, clinicians may explore
the matter with clients but should then consider referral to chaplains or pastoral
counsellors. Clinicians should not attempt on their own to alter patients’ religious
beliefs, however dysfunctional they may appear to the clinician.

Many patients want their doctors to pray with them.” Should a physician do
this? This is a controversial area.?” We recommend that such activity always remain
‘patient-centred’. The patient should initiate. If the physician feels comfortable,
he/she may silently pray as the patient takes the lead in this activity. Care must
be taken if the physician initiates this religious activity that this does not serve
the needs of the physician rather than the patient.?’

As life expectancy increases and chronic disease becomes more and more
prevalent, clinicians need to pay heed to the lives of those who care for the elderly.
Spouses, children and others who assist the depressed elderly are themselves at risk
for depression and may suffer spiritual struggles such as those described above.

Finally, religious/spiritual needs of patients may never be more salient than
at the end of life. Even when the physician can offer no more life-saving or even
life-enhancing therapy, it is his/her job to be with the patient through suffering
and anguish. As death nears, issues of ultimate meaning, moral regret and the
afterlife may loom large for the dying. Despite whatever personal discomfort the
clinician may feel with these topics, becoming a compassionate listener will make
that clinician more helpful for his/her dying patients.

KEY POINTS

» Worldwide demographic changes will increase the proportion of elderly
patients suffering chronic diseases, such as depression, throughout the 21st
century.

» Religion and spirituality are not only important to older adults, including
those with chronic diseases, but also related to both their mental health
outcomes, and, possibly through psychosocial and neuroimmunological
mediators, to their physical health outcomes as well.

» Clinicians who care for the elderly should be aware of this connection and
consider patient-centred discussions of religious and/or spiritual needs with
their patients.

» Issues of spiritual struggle should precipitate consideration of referral to
chaplains or other pastoral care resources.
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CHAPTER 17

An overview of human drug
development

CHRIS BUSHE

Introduction

Drug development rarely gets attention until something goes wrong.! In March
2006 six healthy male volunteers participating in what to all extents and purposes
was a routine phase 1 clinical study in an independent research clinic at Northwick
Hospital had an unexpected and in many respects unprecedented reaction to an
experimental compound, TGN1412.1? Within minutes of receiving small doses
of this anti-inflammatory compound each of the volunteers began complaining of
severe symptoms that within a few hours would lead to them suffering multiple
organ failure. The newspaper coverage was extensive and suggested that the future
of clinical trials might appear to be in jeopardy.!

An investigation by the Medicines and Healthcare Products Regulatory Agency
(MHRA) found that there were no errors in the manufacture, formulation, dilution
or administration of TGN1412. They concluded that the most likely cause of the
adverse reaction was an ‘unpredicted biological action of the drug in humans’.?

Many compounds enter clinical testing in humans and few ever find their way
successfully to market. The route to develop any pharmaceutical is complicated
and expensive. There is consensus that in the future development of drugs for
affective disorders attention needs to be given to faster regulatory process, dis-
covering biomarkers of response and inclusion of the increasing elderly populations
in clinical trials.

253
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Clinical studies phases 1-3

In broad terms pre-clinical testing of compounds is done predominantly in the
laboratory and in animals prior to them being administered to human subjects.
Animal testing is the ongoing subject of much debate over its necessity with a
plethora of views in existence. The role of animal testing is two-fold. Firstly, to
establish that in using an animal model to simulate the illness there is evidence of
likely effect in humans. There is the clear difficulty that there are no exact animal
models of psychosis or mental disorders. Secondly, to provide critical safety data
prior to the compound being administered to humans. To date many animal spe-
cies have been used but mostly rodents. European guidance dictates that at least
two species are tested, one of which has to be non-rodent. The dosing frequency
and duration of animal studies is dependent on the intended dosing frequency and
duration in humans. Toxicological testing in animals over an extended period of
time, for example to assess the possibility of any carcinogenic potential, has been
routine in past years and is usually done in parallel with Phases 1-3 studies. The
exact timing of these studies is dependent on the perceived risk and duration of
treatment patients are subject to in clinical trials. After such testing a critical deci-
sion is made whether to progress into human subjects. Although the decision is
taken by the pharmaceutical company they must then get formal ratification from
MHRA (or applicable competent authority when trials run outside of the UK),
which authorises around 350 Phase 1 trials annually.’” These initial subjects are
usually medically well human volunteers who will be paid for their time to take
part in the study, although in the development of oncology drugs patients are used
due to the nature of the illnesses being treated.

These initial studies are called Phase 1. It can be estimated that between 20 and
100 subjects will receive the compound in Phase 1. The case of TGN1412 is not
exceptional in that the doses reportedly administered to the six unfortunate males
was around 500 times less than that given to monkeys in pre-clinical testing.'?
The general principles of Phase 1 studies are clear. Generally, pharmaceutical
companies will start with ‘single-dose toxicity studies’, where each patient gets one
dose only with incremental doses as the study proceeds. These lead on to ‘repeat
dose toxicity studies’ where the same patient gets multiple doses, and sometimes
dose increases over a period of time as the trial subjects are extensively investigated
as to the effects, predominantly safety, in an inpatient setting. Many Phase 1 studies
are administered in their entirety by contract research companies as opposed
to the pharmaceutical company. They may build a specific research unit on or
near a hospital site. The volunteers are given stringent medical examinations to
ensure that they are appropriate to participate in such studies. The nature of
these volunteers has changed over the last 20 years. In the 1980s it was not un-
common for all healthy volunteers to be staff members of the pharmaceutical
company. More commonly nowadays adverts are placed in newspapers and at
other locations to attract potential subjects, often students, who might welcome
the financial rewards of taking part in these studies. What has not changed is that
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predominantly these volunteers are males and young. The outcome following the
MHRA investigation is that they are reported to be seeking expert advice before
authorising any more Phase 1 studies of compounds such as TGN1412.2

In Phase 2 studies small doses of the compound will be given to ill patients. In
general terms the dose given initially will be a fraction of the expected eventual
dose and represents the dose that has been established in Phase 1 as being ‘safe’
and possibly efficacious. Often a number of different doses are trialled in so-called
‘dose finding’ studies. The effectiveness and safety of the compound are evaluated
by performing a battery of tests that include biochemical, haematological, urinary
screening and cardiovascular monitoring, in addition to the relevant efficacy
measurements. Around 100-1000 patients may participate for a single compound.
A critical decision will then be made as whether to put the compound into Phase
3 clinical trials. These are the trials that predominantly will allow the compound
to become licensed and hence are large trials. Around 1000-5000 patients may
participate. These are also often the trials that provide data that will form the
mainstay of the promotion of the compound to clinicians when licensed. In order
to appropriately assess the compound, Phase 3 trials will include placebo and/
or an active comparator. This is in order to assess the efficacy in comparison to
existing therapies or, if none, to allow for the placebo effect.

There is variation dependent upon the illness but in general terms these Phase
3 trials may fail to include specific trials in elderly subjects. The resulting effects
are that in some cases compounds are licensed for usage with certain caveats,
despite not having had extensive testing in the elderly. The case of duloxetine is
an example. The data generated in the Phase 3 trials allowed a post-hoc analysis of
the elderly cohort which has been subsequently published.* A specific study in the
elderly population was, however, not part of the original registration dossier but
has recently been completed.” Thus the original marketing authorisation from the
European Agency for the Evaluation of Medicinal Products (EMEA) included a
warning regarding usage in the elderly. The manufacturers of duloxetine have now
submitted data to the EMEA on safety and efficacy in an elderly population, and
the warning has been removed from the summary of product characteristics.®

In general terms if data is not available to support use of a medication in a
specific population (e.g. severe renal impairment or severe spinal injury or elderly),
the summary of product characteristics will state there is no data available. The
EMEA or licensing body are then likely to ask for caution when using the drug in
this population or even to state it is contraindicated.

Generalisation might be unfair but the proportion of total prescriptions re-
ceived by older people in the UK increased from 39% in 1985 to 50% by 1998.
One can estimate that by 2020 this figure will have increased to around 65%.’
There is little evidence in the global pharmaceutical industry of specific expertise
or research strategy that addresses the broader issue of drug development and use
in an elderly population.

Exclusion of the elderly from treatment trials (mostly Phase 3) may be for
many reasons. The challenge in bipolar disorder is to determine best treatment
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strategies to reduce relapse. A recent review concluded that such trials should
essentially exclude females and the elderly.®? The rationale was that this would
enhance the likelihood of all patients having identical chances of relapse. In the
majority of cases there is no such rationale for not having a decent sized cohort
of elderly subjects, specifically in affective disorder and psychosis trials where
treatments can often be lifelong. The other issue is the reporting of data specifically
in elderly cohorts. Clearly, some patients up to 65 years do enter depression trials
and post-hoc analyses of the database can be undertaken to specifically report the
efficacy and safety data. There are good examples of publications that report this
type of data.*!° In many published studies, however, data are generally reported
only as mean values and not in an additional categorical manner. This does not
make it easy for clinicians to compare drug response in the various age cohorts.
This is evidenced in recent trials of exemplary standard in bipolar disorder that
report mean ages of the participants receiving olanzapine 39.2 (SD 11.9),!! 42.9
(SD 13),2 39.99 (SD 12.8).Y In contrast, the inclusion criteria for these trials
were up to 18 years, over 18 years, 18-75 years. There is no data reported on
the numbers of subjects up to 60 years or their response to treatment and it can
be surmised from the standard deviations that the numbers of elderly subjects
included in the trial are not so large. In contrast, the EMEA specifically requests
in drug submissions that data from differing age cohorts is presented and compari-
sons made.'*'® These regulatory submission requirements are discussed in more
detail later in the chapter. For psychiatrists who look after older people with
mental health problems it may be beneficial for them to have data that is specific
to this age group.

EMEA approval and submission

At the Phase 3 stage drug development becomes not only more expensive but more
complex. Since 1995 with the arrival of the EMEA and the centralised evaluation
system the majority of compounds will now be submitted to the EMEA for
assessment of their application for a licence.'”!® The assessment period is in many
ways surprisingly quick. Following the submission the scientific committee that
is responsible for the review of these applications, the Committee for Medicinal
Products for Human Use (CHMP), formulates a scientific opinion on the granting
of a marketing authorisation in seven months. At around the four-month point
the CHMP identifies any major and minor objections that may exist (typically
100 questions will be received). At this time the review timeline is stopped, and
is restarted once the company responds. This ‘clock-stop’ occurs at least twice
in the seven-month period. During the procedure the company has a number of
options that include withdrawal of the application, addressing the objections or
altering the scope of the application. The EMEA has recently reported that from
September 1997 until May 2001 in the 111 successive applications 29% failed to
reach a positive decision.!® To put this into perspective, 66% were new chemical
entities and 34 % biopharmaceuticals. Somewhat surprisingly, in 42.3% of all
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applications a major objection was raised on the lack of adequate randomised
controlled trials. Indeed the average number of major objections per application
was 6.8. In only 6% of applications was there no major objection. This might seem
surprising in that during the development phase of the compound companies can
liaise with CHMP to request scientific advice, although there is no obligation.
Positive partnerships with regulators including EMEA have been shown to be
productive in terms of complex regulatory submissions.!” This has been recently
evidenced by the global registration of olanzapine where Lilly achieved regulatory
submissions in 21 countries within days of one another. The numbers of drugs
that fail to receive a licence from the EMEA has remained remarkably constant,
being 28 % between 1995 and 1999.'* Companies can appeal a CHMP decision.
At the end of the review process, if successful, the European Commission grants
a marketing authorisation valid throughout the EU.

EMEA requirements for drug licensing in affective disorders and
elderly

The EMEA and the USA Food and Drug Administration (FDA) both set out their
individual and often different requirements for clinical trials that are needed to
achieve a successful marketing authorisation. As an example, for an antipsychotic
agent to receive marketing approval as a mood stabiliser in bipolar disorder there
are stringent requirements from EMEA for substantial studies that assess both
proportions of patients relapsing and time taken to relapse, for both manic and
depressive phases. Patients must be stable at entry and there should be a placebo
cohort.”

In many regards the advice given by the EMEA is clear and is set out in the
many notes for guidance on the clinical investigation of medicinal products.’ '8
In addition pharmaceutical companies remain free to discuss and liaise with
EMEA regarding their proposed package of clinical trials for submission. There
is, however, an awareness that the current US system with the FDA is perhaps
more open for discussion than the EMEA. The CHMP publishes the various sets
of ‘notes for guidance’ on the EMEA website. The main guidance notes relevant
to depression and the elderly are contained within ‘Note for guidance on clinical
investigation of medicinal products in the treatment of depression’, issued in
April 2002, and the more specific International Conference on Harmonisation
(ICH) Topic E7, ‘Note for guidance on studies in support of special populations:
Geriatrics’, which provides generic advice for clinical trials in the elderly.">!®

The EMEA will consider granting a marketing authorisation only for major
depressive disorder as defined by DSM-IV or ICD-10. The expectation is that
moderate major depressive disorder (MDD) will be the diagnosis in the ma-
jority of the patients included in the trials. The expectation for a submission for
an antidepressant agent is that clinical trials are included to show efficacy and
safety within an acute depressive illness and maintenance of that response
(continuation of treatment). There is no obligation, however, to submit data on
recurrence prevention.
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An acute antidepressant response requires trial duration of six weeks with
an essential requirement to have a placebo arm and in practice three-arm trials
including both placebo and an active control are recommended.” The EMEA
demands unambiguous evidence of efficacy which translates into showing clear
efficacy versus placebo or the active comparator. This is one situation in which a
non-inferiority trial versus an active comparator would not be deemed acceptable.
This arises due to the fact that a non-inferiority margin cannot be determined, as
in over a third of trials in which an active control is used as a third arm, the effect
of the third arm could not be separated from placebo, thus giving an uncertain
effect size. Conversely, including placebo also has ethical considerations and any
short-term trials over six weeks need to be fully justified. The next challenge is
to show that a short-term response can be maintained throughout the duration
of the depressive illness, estimated to be around six months but possibly longer
in older patients. Such a relapse prevention study randomises responders to the
antidepressant following 8-12 weeks of open treatment to either placebo or
antidepressant for around six months. Both of these trial designs involve placebo
subjects and there has been much debate over the ethical issues involved. The
EMEA is, however, clear over its views that without use of placebo it is simply not
possible to show undoubted evidence of antidepressant activity and hence they
argue it would be detrimental to public health and ethically unacceptable to grant
a product licence to such a medicinal product. The ethical trade-offs are that the
short-term trials do not exceed six weeks and in the six-month relapse prevention
trials the protocol needs to allow rescue medication and/or switches. These latter
events sometimes make interpretation of data complicated.

The use of placebo-controlled studies in depression has been rigorously debated
by clinicians and featured in the fifth revision of the Declaration of Helsinki.?® The
broad consensus among psychiatrists is in agreement with EMEA in that placebo
studies are ‘necessary, ethical and feasible’. A major reason behind this consensus
derives from a recent review of 75 placebo-controlled trials of antidepressants
published between 1981 and 2000. Not only is there a striking variability of
placebo response (10-50%) but crucially the number of placebo responders has
increased by 7% per decade, reflecting variable patient recruitment criteria.?!
There also appear to be no negative long-term sequelae for the placebo subjects
with no reported increase in suicidal behaviours.?

Recurrence prevention is not an obligatory part of a registration package and
where included they need to be one to two-year placebo-controlled studies. The
specific trial length might reflect the recurrence rate in the trial population.

In a similar manner any additional claims need to be supported by specific
trials; for example, in psychotic depression.

There is an encouraging consistency throughout the various guidance notes in
that EMEA often refers to the need to include categorical data (responder or
remission rates) in addition to mean change data. There is little doubt that such
categorical data is clinically more meaningful for healthcare professionals and
patients alike. Hence although no current treatments are indeed licensed for
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therapy-resistant patients there is unambiguous advice that remission rates in this
population are more relevant than mean changes on a rating scale.

The assessment of what constitutes efficacy is no less important than the choice
of trial types. Results need to be presented and discussed in terms of both clinical
and statistical relevance. Thus in short-term trials both baseline to post-treatment
scores and responder rates (protocol pre-specified) must be reported and a 50%
improvement in a rating scale is widely accepted as a clinically relevant response.
For longer term trials both the relapse rates and time to this event should be
reported with one chosen as a clear primary end-point. The general principle
prevails that within the protocol there are clear definitions of primary and
secondary end-points, with the statistical power of the trials being calculated in
respect of the primary end-point. There remain a curiously large number of trials
published in peer-reviewed publications for various therapeutic modalities that fail
to state either the primary study end-point or provide standard deviations/errors
around efficacy data. The commonest rating scales used in depression are the
Hamilton Rating Scale of Depression (17-item scale) and the Montgomery Asberg
Depression Rating Scale for primary end-points. Investigators must also be fully
trained and conversant with all rating tools with inter-rater reliability scores being
documented for all investigators. Investigators need not necessarily be medically
qualified clinicians and often are other healthcare professionals (nurses, etc.) but
will be carefully supervised by the primary investigator, a physician who is held
responsible for the conduct of the trial at that site.

The design features for the trials also warrant some discussion. There remains
little doubt that clinical trial populations within a given therapeutic area can
be highly heterogeneous and this in part is the reason why a non-inferiority
comparison with an active comparator cannot be acceptable proof of efficacy.
The majority of patients should be outpatients and the patients evaluated in these
large Phase 3 studies should preferably be homogeneous with those used in the
dose-finding and pivotal proof of concept studies that constituted Phases 1 and 2
studies.

The numbers of studies needed may vary between compounds evaluated for
various reasons. Clearly, new chemical entities need more testing and trials than
new molecular versions of existing types. One of the major challenges is to establish
not only the optimal dose but also the lower end of the clinical effective dose.
Thus the EMEA demands that controlled parallel fixed-dose short-term studies
using at least three dosages and preferably placebo and an active comparator are
performed, additional to the three-arm studies previously discussed."” Many other
studies may be performed; pharmacodynamic, pharmacokinetics and interaction
studies are usually essential. For antidepressants there is clear need based on
precedent to determine whether rebound or withdrawal phenomena may occur
and trials will be designed to evaluate this possibility.

The specific evaluation of antidepressants in the elderly is of much debate. The
generic ICH 7 document available from the EMEA website that gives guidance
on studies in the elderly indicates that the efficacy and safety for a compound can



260 PRACTICAL MANAGEMENT OF AFFECTIVE DISORDERS IN OLDER PEOPLE

be determined for the elderly population from the total database.!® This is feasible
for an antidepressant in clinical trials with a few provisos. Firstly, that the agent
derives from a known pharmacological class and, secondly, that sufficient elderly
patients are included in the database to allow a prospective subgroup analysis. For
many antidepressants it may be preferable to conduct specific trials in an elderly
population. ICH 7 defines the elderly as over 65 years but states the importance
of including patients over 75 years and furthermore suggests there should be no
arbitrary upper age cut-offs in clinical trials.

The elderly are a very different population to their younger counterparts in
relation often to pharmacodynamic, pharmacokinetic, hepatic and renal functions.
There has also sometimes been the tacit assumption that the depressive illness is
also identical to that seen in younger patients. Recently, placebo-controlled studies
of the same design and dose have failed to show evidence for efficacy in the elderly
when similar trials in adults had already done so.P!¢ There are also clear issues
with determining the correct dosage and the EMEA recommends that this is a
matter addressed prior to licensing. The optimal study proposal in the elderly
would thus be a placebo-controlled dose response study or series.

If a licence to treat the elderly is desired, the overall dossier should evaluate
age-related differences in adverse events rates, effectiveness and dose-response.

Drug development and depression: any clues for the future?

There are no immediate signs that the regulatory framework will change for anti-
depressants requiring efficacy to be determined on the basis of clinical symptoms.
Yet it is not unreasonable to presume that assessment of efficacy will one day be
complemented by neuroimaging. Positron emission tomography (PET) has shown
that patients with major depression have altered patterns of activity in limbic
and cortical regions.?? Neuroimaging may also provide predictive biomarkers of
depression. PET studies have indicated that there is increased activity in a specific
region of the limbic system, the amygdala of the left hemisphere, which may
represent an indicator of potentially increased vulnerability to future depressive
episodes. Such biomarkers may potentially lead to the need for reduced numbers
of patients in efficacy trials of relapse prevention. Magnetic resonance imaging
(MRI) may also have a role to play in determining biomarkers of depression or
its response to treatments. MRI studies demonstrate that hippocampal volume is
reduced in long-term depression patients. MRI, PET and other functional imaging
tools are currently in their eatly days in terms of providing regulatory relevant data
for putative antidepressants.?

While there are clear challenges in relation to developing the next successful
antidepressant class there are many compounds in development. The Internet has
provided a useful tool to track the development of potentially new compounds.
Many pharmaceutical companies now voluntarily provide a list of ongoing trials
and when appropriate place the results of such trials on their websites.??* At
time of writing in mid-2007 at least nine compounds are in Phase 3 trials, 17 in
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Phase 2 and 11 in Phase 1, giving a total of at least 37 new antidepressant drugs
in development.? A variety of differing chemical entities are represented that
range from DVS-233 SR desvenlafaxine (a metabolite of venlafaxine) through
to 5-HT1A partial agonists, beta-3 adrenoceptor agonists, melatonin receptor
agonists M1/M2, NK2antagonists (all new types of chemical entity in development
currently) — and many other putative antidepressant agents that include purified
omega-3. Many of these new compounds are very different from the current
antidepressant agents that essentially target the monoamine system. For example,
aside from tolerability issues a major problem with the SSRI class is their delayed
onset of action resulting from long-term changes in neurotransmitter systems.
One of the novel approaches is to target 5-HT1A receptors, which are involved
in augmenting serotonergic transmission, directly. However, these compounds
have not been without development problems. For example, Gepirone ER (a new
chemical entity in development) was not approved by FDA in 2004, although a
new amended New Drug Application (NDA) may be submitted in the near future,
and Vilazodone failed to demonstrate efficacy versus placebo while demonstrating
comparable efficacy with a currently marketed antidepressant.”-%

Drug development and affective disorders in the elderly: any
clues for the future?

There will always be problems with recruitment of elderly patients into Phase 3
clinical trials. Aside from the increased practical difficulties of including the
elderly in clinical trials, only 4.2% of elderly patients with major depression meet
the increasingly rigorous inclusion and exclusion criteria of Phase 3 studies.?®
The situation in bipolar disorder may be even more difficult notwithstanding
recommendations for such studies that if applied would effectively outlaw the
inclusion of elderly patients.?” However, despite such nihilism randomised double-
blind placebo-controlled trials of antidepressants (including the recently licensed
duloxetine) which included decent-sized cohorts of patients have been undertaken
in elderly patients with major depression.” Such data generated in specific trials in
the elderly can add to the efficacy and safety data that have been already derived
from post-hoc analyses of patients aged over 55 years (and thus technically not
elderly patients) who participated in registration studies.*

The future for drug development in general

In 2004 only 24 new active substances were first marketed, which is the lowest
figure for well over a decade and there is no sign of this trend reversing.’® The
total number of new drugs approved by the FDA and EMEA in 2005 actually
dropped from 151 in 2004 to 121.*! Furthermore, despite development times for
successful compounds remaining around 10-12 years on average during the last
decade, over the last three to four years development time has begun to increase.’!
The consensus seems that regulatory agencies are becoming more risk averse and
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are requesting more safety data. Despite this climate or possibly because of it
pharmaceutical research and development (R&D) expenditure increased during
1995-2004 at an average annual rate of 6.5% to $US56 billion (£27 billion) in
2004. Fortuitously, sales during this period grew at a faster rate of 7.7 % per annum
and 17 % of such pharmaceutical sales were reinvested in R&D.*

As a result of regulatory requirements and the perceived deficiencies in the
dossiers submitted by pharmaceutical companies (mean 6.8 major objections
per dossier) the current cost of bringing a new medicine to market is estimated
at $US802 million (£387 million).!®*° Part of this high expenditure relates to the
high attrition rates of Phase 3 compounds with only 55% estimated to make it
to the marketplace. Attention is thus falling on the single most costly component
of drug development, the clinical trials. Many companies now perform trials in
lower cost countries such as Eastern Europe and South East Asia but this by itself
will not be enough to reduce costs significantly. What may pay greater dividends
is the possibility that the regulatory model, Phases 1-3, might change to shorten
development times. The development and validation of biomarkers might allow
smaller or shorter trials that have been enriched for potential responders. PET
scanning, for example in Alzheimer’s disease, may reduce patient numbers needed.
A provisional approval phase with controlled early market access that subsequently
leads to a full approval with updated clinical and safety data has been another
possible option to consider.’® This model essentially would include observational
studies in the regulatory dossier as this late-stage development would take place
in a real world population. Drastic as it may seem, this suggestion has some merit.
Dropout rates in RCTs are often around 75% over even a six-month study, rising
to 84% at 12 months in contrast to dropout rates in naturalistic forms of research
which may be as low as 20% over two years.??>** Drugs are used very differently
in a real world population and many side-effects, although qualitatively the same,
are quantitatively very different in naturalistic studies. For example, weight gain
associated with antipsychotic treatment is consistently lower in naturalistic studies
than in RCTs.**

There is little doubt that a challenging era lies ahead for drug development,
with the increasing advent of effective generic compounds in many therapeutic
areas. The elderly populations are increasing worldwide and they mostly retain
their illnesses into old age. A real challenge exists to determine the most effective
treatments for their disabling mental illnesses while not compromising their physical
health. An effective partnership needs to be created between the pharmaceutical
industry and the regulatory agencies to maximise the development and potential
of significant new chemical entities.

KEY POINTS

» Drug registration is a well-defined process by the drug regulatory agencies,
often specifying trial types and allowing discussion with pharmaceutical
companies.
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Speed of registering new compounds is surprisingly quick with final decision
in most cases under 12 months.

Around 30% of drug registration applications to EMEA do not reach a
positive opinion.

At least 37 new antidepressant compounds are currently in development in 2007.
Future drug registration may look to utilise biomarkers and complex
neuroimaging in addition to clinical symptoms and biochemical
measurements.
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