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group were first examined several months after onset. A few
graphs suggested slow, steady improvement over a longer
period, and it would be interesting to know more about these
exceptional cases.6

Research interest in the shape and extent of recovery is
comparatively new in the neurosciences, despite its obvious
relevance for prognosis and strategies of rehabilitation. Work
on the physical and psychosocial factors affecting outcome is
nevertheless gaining precision6-8; and biomathematical
techniques have been introduced to assess the rate and limits
of recovery.'0 It remains to relate changes in performance on
laboratory tasks to functional efficiency in daily life: a test
profile alone cannot give enough information about the
spontaneous use of language."

Broad clinical generalisations about prognosis were in the
main confirmed by this study. Recovery rates are higher for
post-traumatic cases than for patients with cerebrovascular
disease; global aphasia has a relatively poor prognosis;
complete recovery is observed in some cases of anomia,
conduction and transcortical aphasia; and younger patients
recover better than older ones. But there are always exceptions,
and a study of such cases would provide valuable clues to the
interrelationship of clinical variables that determines prognosis
and the strategies used by the patient and his environment to
overcome disability.

Kertesz and McCabe' were explicitly interested in spon-
taneous recovery and indeed stressed the need for clear baseline
information in this area in order to investigate the effects of
therapy. But they were also concerned with the difficulty of
assessing therapy and well aware of the limitation of almost all
case material, with its inbuilt selectional bias. Their cautious
conclusion that there were no significant differences between
the treated and untreated groups needs to be accepted with
the same reserve as reports of a significant and positive
response to therapy.12 The rationale of speech therapy remains
unclear but must be investigated if resources are to be rationally
used. In this context an exemplary review by Sarno'3 should
be required reading for clinicians and research workers.
There have been few, if any, controlled and rigorous demon-
strations that speech therapy produces a direct (linguistic)
and permanent effect on language; and it is difficult to measure
its important role as a non-specific boost to morale and self-
confidence. Aphasia itself, as Leischner'1l pointed out, "is
always an indication for treatment." But what form of treat-
ment ? Should this be structured therapy (programmed
instruction, melodic intonation therapy); counselling of
patients and especially of relatives (neglected sufferers in this
field); the use of alternative codes (manual or written sign
systems); or perhaps regular, routine clinical follow-up ?
Furthermore, therapeutic procedures themselves may need
to be revised in the light of information about characteristic
and common patterns of recovery postulated by these authors
and by Ludlow.15 We should know more about this putative
''common' pattern because of its important implications for
the design of rational remedial programmes.
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Depression in men and
women
This year has seen two important studies' 2 on the differing
prevalence of depression in men and women. Both begin by
inquiring whether the differences were real or artificial; both
conclude that there are genuine differences and go on to
discuss the possible explanations, biological and psychosocial.
The first and more comprehensive study, by Weissman

and Klerman,I summarises 37 reports published from all
parts of the world. With the exception of a few from developing
countries in Africa and from India, these reports unanimously
say that the female preponderance in depression is nearly 2:1.
Where a distinction is made the ratio is higher in neurotic
than in endogenous depressions. The ratio is consistently
high whether the source of information is patients admitted
for treatment, community surveys of people not under
treatment, or individuals who show suicidal behaviour.
Among the last group only a small minority-perhaps 100
succeed in committing suicide; of these a majority. are men.

Presumably some depression is a reaction to stress. Are
women perhaps under more stress than men? "Life events"
research3 4has confirmed that stressful events are related to
the onset and severity of depression but that there are no
consistent differences in scores between the sexes on a life
events scale. Nor, it seems, do women weigh events as more
stressful than men. Nor, again, do women feel freer than men
in Western cultures to express affective symptoms. If women
report more symptoms this is because they experience more,
not because they think the expression of psychiatric symptoms
any less undesirable than men do.
Women do, however, use health services more than men.

They attend doctors, become outpatients, and consume more
psychotropic drugs than men. Women seek help more often
for minor illnesses, whereas men (who suffer as much minor
psychiatric illness) turn less often to doctors for medical help.
Perhaps part of the discrepancy is accounted for by an excess
of depressed men among those who abuse alcohol. The
evidence on all these points is presented in great detail and the
conclusion is clear: female preponderance in depressive
symptoms is not an artefact. It is real.
Why ? Here, after surveying the evidence in depression

for an X-linked genetic factor, Weissman and Klerman look
at the evidence from endocrine research. In particular they
study the importance of premenstrual tension, oral contra-
ceptives, and postpartum depression of all degrees. They
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mention the menopause as a supposed cause of depression in
middle age before dismissing it as of very little importance.
What, then, of the psychosocial explanations ? For doctors

this will be less familiar territory, though much in the news in
the last few years. Can some of the excess of depression in
women arise from an alleged disadvantaged social status or
from a confusion of roles ? Are women in Western societies
trained to be dependent and helpless and to expect little?
Various authors have found-and this may come as a surprise
-that rates for several varieties of mental illness are higher in
married women than in single, divorced, and widowed women.
Marriage appears to protect men from depression but has a
detrimental effect on women. Weissman and Klerman discuss
explanations for the high rates in women in terms both of
psychoanalytic theory of female psychological development
and of the psychodynamic theory of the psychogenesis of
depression.

Despite the huge number of documents surveyed by these
two American authors they come to no firm conclusions
about the relative importance of genetic, endocrine, or psycho-
social causes. They plead for comprehensive research, a hope
that Dr John Pollitt, the author of the second study,2 would
certainly echo. His presidential address to the section of
psychiatry of the Royal Society of Medicine, delivered nearly
a year ago and only partly reported in the Proceedings, covered
much the same ground. He noted that the most vulnerable
time for women is from puberty to the age of 45 and that
after 55 the sex rates for depression are equal. He was im-
pressed by Dalton's finding5 that 600( of depressed women
who were admitted to hospital were admitted on 12 days of
the month (around ovulation, premenstrually, and during
menstruation) and only 4000 on the remaining 16 days.
Suicide attempts are rather similarly concentrated.

Pollitt found the studies of heredity and cultural influences
disappointing. He thinks endocrine explanations for the
inequality in the rates of depression are much more con-
vincing than psychosocial ones. If he is right neither the Sex
Discrimination Act nor any other piece of legislation is
likely to alter this depressing fact of life.
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Viruses and cardiomyopathy
Almost any virus that infects man may affect the heart, though
Coxsackie B is the most common culprit.' Infection may occur
at any age; maternal rubella infection accounts for about 20%
of cases of congenital heart disease and the Coxsackie virus
may possibly do the same.2

Proof of virus infection depends either on isolating the
organism or finding a rising titre of specific viral antibodies in
the blood. Both procedures have problems. The initial stage of
viraemia may have passed by the time any cardiac lesion
becomes apparent, and the large number of potentially infective
viruses means that an exhaustive series of serological tests may
be needed to exclude a viral cause for the illness.
The neonatal period is a time when the myocardium is

particularly susceptible to viral infection. The child may die,
when it may be possible to isolate the virus directly from the
myocardium.3 In adults, clinical clues to viral myocarditis
include chest pain, tachycardia disproportionate to the degree
of fever, and T-wave changes on the electrocardiogram.
Changes in laboratory test results may include a raised
sedimentation rate, neutrophil leucocytosis, and modest rise of
cardiac enzymes.4 None of these changes is specific and, unless
a viral origin is suspected and confirmed (for example, by
isolation from stools or by a fourfold rise in neutralising
antibodies), a young man with these symptoms may be
wrongly diagnosed as having ischaemic heart disease. Since
the prognosis is usually quite different in the two cases this
distinction is important.

Viral myocarditis is probably commoner than generally
supposed: in one series a third of patients with proved viral
or mycoplasma infections had ST T-wave changes on their
electrocardiograms suggestive of myocarditis5-though these
changes are non-specific, and may indeed even be induced by
hyperventilation.6 A similar proportion of 50 consecutive
cases studied during a recent influenza A epidemic showed
electrocardiographic changes.7 Most such examples of
myocarditis resolve with no long-term effects, but a few
patients may have permanent myocardial damage and develop
congestive cardiomyopathy. This possibility was first shown
experimentally by Wilson et a18 in 1969; their mice infected
with Coxsackie A9 virus developed a transient myocarditis
which soon healed, whereas those infected with Coxsackie B3
had a much more florid acute illness and showed permanent
myocardial injury. Virus could be isolated from the heart in
the acute but not the chronic stage.
These experiments, and those of Kawai,9 have provided a

possible model for viral cardiomyopathy in man. How relevant
are they to human disease ? There are two possible approaches
to answering that question: cases of proved acute viral
myocarditis may be followed up, or patients with cardiomyo-
pathy may be investigated for previous viral infection. Using
the first approach, Sainani et al found that five out of 22 patients
with Coxsackie myocarditis or pericarditis developed chronic
heart failure, while Levi et al10 found that three out of 10
patients who had had Coxsackie myocarditis five years
previously showed cardiac enlargement on their chest radio-
graph and prolongation of the ventricular pre-ejection period.
Another series from Ceylon1' reported that 26 out of 35
patients with arbovirus myocarditis developed persistent
enlargement of the heart. The second approach has also
provided some hints that viruses may be implicated in a
substantial proportion of cases. Kawai9 found a higher titre
of antibodies to Coxsackie B and herpes virus in patients with
cardiomyopathy than in controls, though another survey by
Fletcher et a 12 found no difference.

Congestive cardiomyopathy is almost certainly the end
result of many different disease processes. Nevertheless, the
possibility that some of these cases may occur as a result of
viral infections certainly merits further investigation.
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