CORRESPONDENCE 95

ated renal defects could obscure differences in com-
parisons to control groups when mean values are used.
University of California, Davis

ANTE-PARTUM PSYCHOSIS AND
PROGESTERONE TREATMENT
DEAR SIR,

Psychosis occurring de novo in the immediate ante-
partum period is not well described and would appear
to be a rare phenomenon.

Progesterone has been used with success in the
treatment of pre-menstrual syndrome (Dalton, 1977)
and similarly in the management of post-partum
psychosis (Bower and Altchule, 1956), which is
sometimes believed to be related to progesterone
deficiency (Yalom et al, 1968), although attempts to
correlate hormonal changes with clinical findings have
been unsuccessful (Nott, Franklin, Armitage and
Gelder, 1976).

A case of ante-partum psychosis in late pregnancy
and successfully treated with progesterone is de-
scribed. The rationale for this treatment is based upon
comparisons of the pre-menstrual hormonal environ-
ment, that of late pregnancy and also the early post-
partum period.

A 25-year-old primiparous woman, was admitted to
hospital at 36 weeks of pregnancy with marked
agitation, paranoid delusions and ideas of reference.
There did not appear to be any disturbance of mood.
Her appetite had deteriorated and she was sleeping
poorly, although no clear pattern could be elicited.
There was no diurnal variation in symptoms and the
was no evidence of any cognitive disturbance. She h;?
no previous physical illness of note and had never been
treated for mental illness. However, her husband, and
later the patient herself, described how she had always
felt distressingly paranoid for one week prior to the
onset of her menstrual period, except for one year
when she had taken a combined oestrogen/
progesterone contraceptive pill. There was no family
history of mental illness.

A review of the normal physiological changes in the
levels of oestrogens and progesterone in: (a) the
normal menstrual cycle, and (b) normal pregnancy,
revealed that an interesting comparison in hormonal
environments may be drawn between the latter part of
the post-ovulatory phase and late pregnancy. In the
first case, there is a sharp fall in progesterone whereas
the level of oestrogens remains relatively constant. In
the second, there is a significant fall in progesterone
and a rise in oestradiol levels (Turnbull, et al, 1974). It
should be noted that there is a dramatic fall in
progesterone in the immediate post-partum period.

In these situations, the endocrine environment is
shifted from one of progesterone dominance to one of
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oestrogen dominance and these changes would appear
to be related to the development of psychological
symptoms.

The patient was treated with progesterone
suppositories 400 mgms b.d., to which her symptoms
made a dramatic response within 48 hours. Overall,
she remained much improved, if not fully well, at
home, for the remainder of her pregnancy, went into
spontaneous labour at approximately 40 weeks and
delivered a normal healthy girl. She was maintained on
the treatment, which was gradually reduced to 200
mgms b.d. prior to the onset of her menstrual periods.
There was no recurrence of her symptoms at three
months and the baby was still successfully breast
feeding.

It is suggested that more widespread use be made of
progesterone in the treatment of ante-partum and
puerperal mental disorders. In certain cases it may
obviate the need for neuroleptics, whilst in others it
may reduce the patient’s requirement for antipsychotic
drugs, which has clear advantages from the points of
view of both mother and child.

PauL J. McMAHON
Fulbourn Hospital,
Cambridge CB1 SEF
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ANUNINTENDED CASE FOR CLASSIFICATION?
DEAR SIR,

I have witnessed many dicussions between pro- and
contra-classificationalists, and a wealth of literature is
available (e.g. Rutter, 1977) usually arguing for or
against diagnoses.

Recently a paper was published in this Journal by
Richman (1983) concerned with something quite
different, namely a long term follow-up of children
receiving intensive therapy in a day centre, compared
with carefully matched controls who did not receive
treatment. The outcome of both groups was similar.
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The authors draw only careful conclusions. The lesson
Ilearned, however, was that diagnoses in at least some
of the cases concerned had in fact the predictive value
claimed by those in favour of classification. The
prognosis of e.g. an autistic child is indeed poorer than
the outlook for a child of the same sex, age, IQ,
Behaviour Screening Questionnaire (BSQ) score and
social background but with no more than an unspecific
behaviour disturbance; and even the best of day
centres has less of an impact on the natural history of
autism than we would wish (Rutter, 1967). A correct
diagnosis should indeed tell us which treatment to
choose and what success to expect of it. For example,
drug trials of antidepressants match experimental and
control patients not only for their scores on depression
scales, age, sex, etc. but also and most importantly for
diagnosis, e.g. primary depression rather than schizo-
phrenia complicated by depressive symptoms. Perhaps
a fairer picture of the day centre’s long term achieve-
ments would have been painted if the children could
have been matched for diagnosis as well.

C. THIELS
The Maudsley Hospital,
London S.E.5
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JASPERS: GENERAL PSYCHOPATHOLOGY
DEAR SIRr,

The article by Professor Michael Shepherd (Journal,
1982, 141, 310-12) quotes “the verdict of one influen-
tial British textbook™ but does not give reference to
this volume or to its author. The textbook referred to is
that of Myre Sim’s Guide to Psychiatry, 4th Edition
(Churchill-Livingstone, London and Edinburgh 1981).

Professor Shepherd described my verdict on Jaspers’
General Psychopathology as an “egregious assess-
ment”. As he was highly critical of it I assume that he
did not use the word ‘egregious’ in the archaic sense
when it meant ‘outstanding’ but in its modern sense of
being ‘uncommonly bad’. To criticize an author
severely on his textbook and not mention the author or
text by name is in egregious taste.

I do not see how he ““can testify” to the impact of this
*“‘egregious assessment” on candidates for the M.R.C.

https://doi.org/10.1192/50007125000116642 Published online by Cambridge University Press

Psych. for neither I nor he raised this issue of Jaspers in

our examinations and neither did the candidates.
MYRE SiM

Forensic Psychiatric Clinic,

320, 1175 Cook Street,

Victoria, British Columbia V8V 4A1

ARE EATING DISORDERS FORMS OF
AFFECTIVE DISORDER?
DEAR SIR,

Hudson and colleagues (Journal, February 1983,
142, 133-38) have recently described a study in which a
high prevalence of affective disorder was found
amongst the relatives of patients with eating disorders.
They concluded that this added to ‘the evidence from
studies of phenomenology, course of illness, response
to biological tests, and treatment response, that the
eating disorders may be forms of affective disorder’. In
our opinion none of these lines of evidence stands up to
close scrutiny.

With regard to phenomenology, depressive symp-
toms are indeed common in both anorexia nervosa and
bulimia nervosa. However, clinical evaluation of these
symptoms is complicated by the direct effect of the
eating disorder on appetite, weight, energy, interests
and concentration. Furthermore, since in anorexia
nervosa it is well recognised that restoration of body
weight is associated with a decrease in depressive
symptoms, it is possible that the depression is a non-
specific product of the malnutrition (Eckert et al,
1982). In bulimia nervosa, since the depression lifts in
response to measures which enhance control over
eating, the mood disturbance is likely to be a secondary
phenomenon (Fairburn, 1982).

The findings of most studies on the course of
anorexia nervosa have failed to support the contention
that the condition is a form of affective disorder.
Although many patients do exhibit depressive and
anxiety symptoms at follow-up, the most striking
observation is that the characteristic psychopatho-
logical features of the disorder (the pursuit of thinness
and a morbid fear of fatness) tend to persist (Hsu,
1980). With one exception, the outcome studies have
found that the eating disorder does not evolve into an
affective disorder: instead, as Russell (1970) has
noted, the illness ‘breeds true’. As yet, there have been
no studies of the course of bulimia nervosa.

The biological tests Hudson and colleagues refer to,
relate to dexamethasone suppression. Several studies
have found that a proportion of patients with anorexia
nervosa or bulimia (DSMIII) have responses to
dexamethasone similar to those found amongst
patients with affective disorder (Gerner and
Gwirtsman, 1981; Huson et al, 1982). However, it is
possible that this abnormality represents a secondary
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