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The idea that a change that is common to all malignant
cells may occur at the plasma membrane has stimulated
another line of work. Bowen and Kulatilake9 have examined
the plasma membrane of cells prepared from tissue obtained
by transurethral prostatic resection; and, though their results
were not clear cut, a sharply defined protein peak was found
in isoelectric focusing gels in all samples of histologically
proved carcinoma of the prostate. Work is continuing to see
whether this test may help to resolve doubts when atypical
prostatic glands are present but no definite carcinoma is found.
As yet, therefore, the quest for a biochemical screening

test for early prostatic cancer is not completed, and diagnosis
has to be based on histological examination. A biochemical
answer, however, may not be far away; and ideally it should
be based on a non-invasive technique. Among the most
promising possibilities is the measurement of zinc concentra-
tions in seminal fluid or leucocytes.
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Female sterilisation-no
more tubal coagulation
Presentations at the recent Tokyo IXth World Congress of
Gynaecology and Obstetrics on female sterilisation emphasised
the use of occlusive devices rather than thermocoagulation-a
welcome trend. In retrospect laparoscopy may now be seen
as having had both beneficial and deleterious effects on
developing methods of sterilisation. Previously, gynaecologists
had occluded the Fallopian tubes by the abdominal or vaginal
approach using suture material (with a Pomeroy type procedure
chromic catgut was the most popular), but different techniques
were needed for laparoscopic sterilisation. Despite the
accumulation of reports of adverse consequences, including
burns of the abdominal wall and the bowel, and of pregnancy
rates higher than with alternative procedures, relatively un-
controlled unipolar electrocoagulation is still used, even in
some teaching centres, in Britain.' Requests by patients for
reversal of sterilisation are now focusing attention on the
extraordinarily destructive effect of this procedure: Winston
reported that tubal reconstruction was possible in only 37%
of women treated by unipolar cautery and the pregnancy rate
overall was a depressing 17%.2

Bipolar cautery is safer and more controlled than unipolar
coagulation, but is still unnecessarily destructive, especially

when coagulation is used at more than one site along the
tube. The newer means of occluding the tube by plastic and
silicone clips and rings seem to give fewer complications and
less tissue destruction, with similar pregnancy rates.3 Clips
need to be placed at the isthmus, preferably 1-0-1-5 cm from
the cornu, so allowing a reversal operation to be carried out
more easily. Winston has reported success rates of roughly
70% at this site'-an encouraging figure in the light of other
possible adverse factors such as the fertility of a new partner
and the effects of increasing age. The Falope ring is another
popular device, but occasional problems have been reported,
including transection of the tube on application and sloughing
of the loop enclosed within the ring with subsequent separa-
tion of the two ends. Successful microsurgical reversal has
been described with this method,4 but it is destructive:
2 cm or more of tube is occluded within the ring, whereas
the same result can be achieved by occluding 3-4 mm of tube
using one of the proprietary clips.
The data on the incidence of regret after sterilisation5-7

and on women requesting reversal8 strongly support the
present tendency in Britain for sterilisation to be performed
electively and not immediately after abortion or delivery, and
for minimally destructive procedures to be used both for
female sterilisation and for vasectomy.9 Gynaecologists need
to be aware of the new techniques now available: those who
prefer surgical transection should preferably use an operation
(such as the Oxford or Uchida procedures) which limits the
destruction of tissue.
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Use of antidepressants
in schizophrenia
Depressive symptoms are exceedingly common in all stages of
schizophrenia but usually go unnoticed until the florid
psychotic features have settled. They have been explained as
a psychological reaction of the patient to his condition, a
pharmacological sequel to neuroleptic treatment,1-3 and (more
recently) an extrapyramidal side effect-akinesia.4

In a series of 37 patients closely observed for six months
after discharge from hospital 20 had depression at some time,
10 of them when discharged from hospital and 10 during the
succeeding months.5 Interestingly, symptoms improved as
frequently in patients who received no antidepressants as in
those who did. A lower incidence was reported in an open
study of 284 patients with recent or chronic disease6; 6-25%
had depression during the first year of maintenance treatment,
depending on the subsample. A comprehensive review of other
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studies6 shows that depression is common in schizophrenia
after the acute phase, though we have no criteria by which to
differentiate psychological from pharmacogenic depression.
No study has systematically attempted to answer the more
fundamental question: are depressive symptoms common
throughout the course of schizophrenia or confined to the
recovery phase after the main treatment ? The final stage ofthe
international pilot study of schizophrenia, however, showed
that depressive symptoms are common in all phases of
schizophrenia, a finding that throws doubt on the idea that
depression in schizophrenia is due to neuroleptic medication.7
Does the value of antidepressants in schizophrenia stem

from their effect on the chronic apathy syndrome or on
depression as such? This is a difficult but important dis-
tinction. Most studies of the value of antidepressants in
combination with neuroleptics for chronically inactive,
apathetic, and withdrawn schizophrenics have not differ-
entiated between true depressionandschizophrenic withdrawal.
In one study, improvement in treatment scores was signifi-
cantly greater in 58 schizophrenics given the neuroleptic
perphenazine after a two-week washout than in the 29 patients
given placebo.8 Half the perphenazine-treated group also had
amitriptyline; these showed a significantly greater improve-
ment than the placebo group as regards flatness of effect and
in other subscores on the Wing scale, but they did not improve
significantly more than patients given perphenazine alone.
Combining imipramine, isocarboxazid, or trifluoperazine with
chlorpromazine did not give additional benefit to chronic
schizophrenics; and amphetamines made some patients worse.9
These were both well-controlled, randomised double-blind
studies. Thus the value of tricyclic agents for withdrawn
chronic patients appears to be small or non-existent.
Remarkably few studies have been limited to schizophremcs

with depression. In patients with chronic illness depression is
hard to differentiate from the symptoms of the chronic schizo-
phrenic syndrome such as flatness of effect, apathy, and
withdrawal. Institutionalised patients with these symptoms
and patients lacking sufficient social stimulation respond well
to social management.10 A study of 35 outpatient schizo-
phrenics who had developed true depressive symptoms1
showed that depressive symptoms responded better in the
group given amitriptyline together with perphenazine, but
three-quarters of those receiving combined treatment had an
increase in blood pressure and body weight. In another study'2
of schizodepressives chlorpromazine alone appeared to be as
good as chlorpromazine combined with amitriptyline. Thus
the value of antidepressants even for schizophrenics with
definite depression has yet to be firmly substantiated.
A further problem complicating the interpretation of

clinical findings is that the akinetic syndrome resulting from
neuroleptic-induced Parkinsonism may be confused with
depression.4 Extrapyramidal symptoms of institutionalised
patients significantly improved in 21 of 30 patients when
imipramine was added, though patients with severe signs of
Parkinsonism became worse.13 Such results show the import-
ance of distinguishing akinesia from true depression in
assessing the value of combined treatment.

Similar difficulties of method in assessing the value of
lithium for schizophrenia and schizoaffective disorders render
any conclusion premature. The effectiveness of lithium in
schizophrenia has not been efficiently tested with adequate
controls or adequate samples, and any beneficial effects have
been found in samples that could have included misdiagnosed
atypical manic-depressives.14 Brockington et al2 suggest that

chlorpromazine may have an advantage over lithium for
treating depressed-type schizoaffectives, but lithium is as good
for manic-type schizoaffectives if they are not grossly excited.
In the absence of adequate studies lithium may be worth
adding to the treatment regimen on the basis of trial and error
when disorder of mood is an accompanying feature.

Schizoaffective disorders present even greater problems
over treatment because the relation between schizophrenia and
affective symptoms is not understood and different diagnostic
systems have been used to define the condition.15 The best
working hypothesis is that lithium is effective for excitement
and abnormal affective states. The treatment may therefore
be prescribed symptomatically and continued, if the patient
responds well, for a period determined by the length of the
previous history of affective swings or excitement.
We must conclude that there is too little research on this

important subject. Serious difficulties over methods hamper
our efforts to distinguish depression, akinesia, and the effects
of institutionalism in patients with chronic illness. Adequate
studies that separate these features and also the specific and
non-specific effects of treatment have not been done. Until
they have, good clinical practice should use a trial-and-error
approach on individual patients who have depressive symp-
toms. One antidepressant at a time should be used for long
enough to evaluate its effect. If symptoms remit, the patient
should continue taking antidepressants to prevent recurrence,
but probably not for more than nine to 12 months.1617
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