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Depression in old age

Depression in old age is associated with a poor prognosis.
This is confirmed by the results ofa recent study of 124 patients
(36 men and 88 women) aged between 65 and 89.' The study
was based on the findings at interview of new cases at referral
and again one year later. All patients met standard criteria
(Feighner criteria) for the diagnosis of primary depression.2
Social and clinical features of the group were studied in depth,
and antidepressant drugs, electroconvulsive therapy, and
support by day hospital and outpatient facilities were used.
Despite treatment, by the end of the year only just over one

third of the patients had made a good recovery. Poor outcome

was associated with the severity of the initial illness,3 those
with depressive delusions being particularly vulnerable.
Physical ill health was associated with a poor outcome, as

was low social class-and this may reflect class differences in
the experience of severe life events. Overall, 44 of the 124
patients recovered, 36 stayed the same, and 44 deteriorated
or died.
These results are similar to those reported by Post,4 5 who

suggested that the apparent failure to improve prognosis
after the introduction ofelectroconvulsive therapy and tricyclic
antidepressant drugs might be due to a change in the selection
of patients for admission. In Murphy's study outpatients were

included but the prognosis remained poor. Possibly in old age

a new "rule of three" should be constructed for the hospital
treatment of depression: no matter what is done, a third get

better, a third stay the same, and a third get worse. The
dilemma is, of course, that in group studies actual treatment
of the individual is masked.
There are no comparable studies of outcome between

groups ofolder and younger depressed patients, but Lieberman6
suggested that the elderly do not adapt to stress in the same

way as the young. Traditional views of psychological health
cannot be applied to the management of crises in old age.

Failure to recognise key differences in the nature of depressive
disorders in old and young may result in inappropriate
treatment.
During the follow up period of one year seven men and

10 women died, twice the expected rate at this age. The
cause of death was obtained from the death certificates and
covered a broad range of diagnoses. Kohn7 reported that in a

survey of necropsy findings in 200 aged patients the cause of
death in one third was "the aging syndrome ... which
satisfies all the criteria of a disease." Fries8 stated that "when
even the smallest perturbation prevents homoeostasis from
being restored . . . the inevitable result is natural death, even

BRITISH MEDICAL JOURNAL 1983. All reproduction rights reserved.

without disease." This raises the question ofwhether depression
is the presenting feature of a lethal illness or the cause of
failure to recover from a minor one. Whatever the reason,
men seem more likely to die. Increased death rates in men
are also found in the six months after bereavement,9 10
retirement," admission to hospital,12 and transfer to residential
homes.'3
Murphy found no evidence that a close relationship protects

the aged against relapse of their depression in the presence
of continuing stress. This suggests that a feeling of
independence and control is more important than support and
sympathy.

In natients with cancer, hope and despair are reported to
prolong life and shorten it respectively.15 Is the same true
in old age? Moving into an institution may represent a loss
of control for some people and it may cause depression'16 or
even premature death.'7 Schulz showed that the decline in
physical and psychological health associated with aging can
be inhibited by encouraging the aged person to make simple
decisions and take responsibility for predictable events.'8
Perhaps the individual's ability-and opportunity-to retain
some feeling of control is a key factor in the prognosis of
depression in old age. In support of this, Murphy found that
the group with a poor outcome had experienced the most
severe life events, though some of these (for example, financial
crises) may have been caused by the patient. Serious life events,'9
movement in or out of an institution, and factors which
result in declining personal control may-especially in aged
men-produce a state indistinguishable from depression.
When autonomy is removed, is death the only personal choice ?

Treatment of depression in hospital has produced little
or no change in outcome over the past 30 years. This may be
because the incidence of depression is increasing20 and
psychiatrists are being confronted with more patients with
severe depression. On the other hand, the death rate in
patients undergoing treatment in hospital for depression is
similar to that which occurs in old age when autonomy is
removed. Old age is often accompanied by multiple patho-
logical states, so physicians, psychiatrists, and social workers
should cooperate in the management of elderly patients who
are depressed. Perhaps better results would be obtained if the
hospital went to the home.
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Clinical trials in asthma
A great deal of medical research depends on the recruitment of
patients into clinical trials. Little attention has been paid,
however, to patients' attitudes to such research and their
reasons for giving their informed consent. Cassileth et all
recently investigated these attitudes in patients with cancer and
heart disease and in 107 members of the general public. The
three groups gave similar answers, over 70% believing that
patients should be willing to take part in research. When asked
what would be their main reason for their personal participa-
tion 52% said that it would be to help them to get the best
medical care. This expectation of some medical benefit outside
the trial re-emphasises how careful investigators must be
adequately to protect their patients in the design ofand recruit-
ment for such studies. Ethical committees and researchers
should remember the Declaration of Helsinki, which states:
"Clinical research cannot legitimately be carried out unless the
importance of the objective is in proportion to the inherent risk
to the subject."2
The much vaunted double blind randomised crossover trial

of treatments relies on patients entering each limb of the trial
with their disease in the same baseline state. Trials of condi-
tions which show spontaneous fluctuations may, therefore, be
frustrating. In asthma this very variability is used as a defining
characteristic of the disease,3 while the -esponses to broncho-
dilating and bronchoconstricting stimuli are closely related to
the initial airway calibre.4 All trials in asthma should have
adequate control for the placebo responses that often occur, and
investigators should also be "blinded," since any suggestion of

the expected effects of a treatment may itself modify the
changes produced.5 The accepted method of dealing with
baseline variability in asthma trials is to ensure that before all
treatments the measurements of a feature such as the forced
expiratory volume in one second (FEV1) are within 15%/ of
each other.6 Even this does not guarantee an equivalent physio-
logical state, since other tests of lung function such as total
lung capacity may change significantly without changes in
FEV1.7 Such changes in lung volume are particularly likely to
occur during recovery from acute exacerbations of asthma-a
time when trials are often performed on the "captive" hospital
population.6
The problems caused by varying baselines may lead to parti-

cular varieties of asthmatic patients being selected for research
studies. Clearly the findings may then not be applicable to other
groups of patients. The patients most suitable for study are
those with mild and stable asthma, reliable enough to keep
peak flow records and diary cards at home and with social and
occupational commitments which allow their regular atten-
dance for laboratory tests. Such individuals are very different
from the patients who are inadequately controlled on their
current treatment who may be most in need of any new drug.
Many drug trials in asthma may be divided broadly into

those that assess a bronchodilator response and those that look
at induced bronchoconstriction alone or in association with
bronchodilatation. Pure bronchodilator trials have several
drawbacks. Other bronchodilator drugs, and possibly other
prophylactic treatments, need to be withdrawn for some time
before the assessment. Withdrawal of the patient's usual treat-
ment may precipitate an acute exacerbation of asthma, and
some patients will be unable to stop their routine treatment
even for a short period. Once the test drug is given there may be
further problems such as a paradoxical bronchoconstrictor
response or specific adverse effects. Most bronchodilators given
by inhalation in conventional doses produce very few adverse
effects, but mild side effects may occur in 400/( or more of
patients given conventional oral8 or parenteral9 treatments.
Reproducible bronchoconstriction has recently been reported
with the inhalation of the anticholinergic agent ipratropium
bromide,'0 and this was attributed to an adverse reaction to
bromide. The vehicles used in pressurised bronchodilator
aerosols when given alone regularly produce slight narrowing
of the airways detectable by sensitive respiratory function
tests.1' Occasionally these vehicles (or contaminants from the
canister or valve apparatus) may provoke more severe broncho-
constriction,'213 as may dry powder preparations such as sodium
cromoglycate.'4 '3 Asthmatic patients stable enough to with-
draw their routine medication for a short time, however, are
very unlikely to have substantial problems with such broncho-
dilator studies.

Provocation of bronchoconstriction with agents such as
methacholine or histamine is widely used in some countries
as part of the diagnostic assessment of asthma. Provided that
patients who already have airflow obstruction are excluded,
this is a safe technique. Induction of narrowing of the airways
with antigens and industrial agents may be more hazardous
because of poorer standardisation ofthe challenge material, the
variability of the response, and the occurrence of late reactions
some hours after exposure. Such provocation tests should be
carried out only in laboratories equipped to deal with any
problems and with facilities to keep patients under observation
during the time of a possible late reaction. Once again they
should not be performed in the presence of any degree of
airflow obstruction and should be limited to one exposure each
day because of the unpredictable late response. Aas's laboratory

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J (C

lin R
es E

d): first published as 10.1136/bm
j.287.6389.375 on 6 A

ugust 1983. D
ow

nloaded from
 

http://www.bmj.com/

