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Relapse in schizophrenia

Schizophrenia is a mental disorder (or group of disorders)
defined solely in terms of its manifestations in affect, speech,
and behaviour. The florid, or "positive," symptoms include
unusual cognitive and perceptual experiences that tend to be
described in terms of particular kinds of delusions and
hallucinations. The deficit, or "negative," symptoms include
psychomotor slowness, underactivity, lack of initiative, and
difficulties in using verbal and non-verbal means of com-
munication. Disorder of thought (postulated because of the
common speech disorder) may provide a link between the
two syndromes.
How many symptoms and in what combinations are

required for a diagnosis remains a matter of opinion.
Attempts to avoid this problem by providing an authoritative
set of rules, such as those in the American Psychiatric
Association's Diagnostic and Statistical Manual of Mental
Disorders, third edition, mark an important advance but are
unsatisfactory on two counts.' Firstly, only the rules are laid
down; the definitions of the symptoms to be classified are
not-consequently there is room for much variability in
interpretation. Secondly, the rules cannot be validated
against independent criteria but must be taken or left as they
stand. The same disadvantages are inherent in "top down"
rating systems such as the diagnostic interview schedule,
constructed to derive such classifications.2
Many attempts have been made to find specific biological

factors that might serve as aids to diagnosis. Crow et al, for
example, suggested that acute florid episodes are due to an
increase in dopamine receptors and tend to be relieved by
neuroleptic drugs that block these receptors.3 Deficit
symptoms, on the other hand, are likely to be caused by cell
loss and structural changes in the brain and tend to be
unresponsive to medication. Apart from the unfortunate
terminology of type I and type II syndromes, which has
served to overemphasise the independence of the two groups
of symptoms, the idea is of considerable scientific interest
and at the least will lead to further investigations. The same is
true of a more recent paper by Murray and colleagues
suggesting that there are genetic and non-genetic varieties of
schizophrenia, the latter more likely to be associated with
enlarged ventricles and a history of environmental damage.'

Neither of these theories, however, has immediate impli-
cations for clinical diagnosis. For practical purposes-such
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as giving a prognosis or prescribing treatment-we must rely
on clinical judgment. In three recent long term follow up
studies this has not served so badly.57 Although the authors
have very different views about the nature of schizophrenia
and the classification of its course, they came to much the
same conclusions as an English study carried out soon after
the neuroleptics were first introduced.8 As a crude summary,
some 20-25% of patients have disorders which remit with
little deficit, in another 20-25% the disorders seems relatively
unresponsive to treatment and are associated with severe
disablement, while in most they run a fluctuating course.
Manfred Bleuler thought that the proportions in the first two
groups had changed little during his long clinical career but
that advances in pharmacological and psychosocial treat-
ments had greatly benefited patients in the third.
A new follow up study looked at a group of outpatients

with chronic schizophrenia who had been included some
seven years earlier in a double blind placebo controlled trial
of preventive medication with fluphenazine decanoate.9 The
conclusion of the original study had been unequivocal: the
injections did prevent many relapses in the short term.
Concern was expressed at the time that the substitution of
placebo for active drug would lead to long term damage, but
in practice the subsequent course experienced by the two
groups after the trial had ended was identical.
The clinical diagnosis of the original 81 patients had

been checked by using the present state examination and
CATEGO reference system.'0 The reference classification
suggested nuclear schizophrenia in 71 patients and a further
six were classified as having paranoid psychoses. Three had
only indefinite schizophrenia symptoms, though no other
classification was suggested, while the remaining patient was
classified as having manic disorder. Of the 64 patients
followed up, four were later diagnosed clinically as manic
(the earlier reference classifications are not given), while all
the rest were still diagnosed as schizophrenic. This degree of
stability indicates that certainly the concept of chronic
schizophrenia must be taken seriously.

In terms ofoutcome the results were remarkably similar to
those of other follow up studies-given the chronicity of the
disorders reviewed. Four patients out of the 81 committed
suicide, a high annual rate compared with that in the local
general population. Eight patients of the 64 followed up had

VOLUME 291 NO 6504 PAGE 1219

 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.291.6504.1219 on 2 N

ovem
ber 1985. D

ow
nloaded from

 

http://www.bmj.com/


1220 BRITISH MEDICAL JOURNAL VOLUME 291 2 NOVEMBER 1985

seven or more florid episodes, and two others had florid
symptoms throughout. At the other extreme 11 patients were
in remission throughout. The remaining 42 patients experi-
enced between one and six relapses during the seven years.
The authors were particularly interested in the relation

between relapse and medication. The clearest relation was
with non-compliance; some relapses at least seem likely to
have been caused by patients stopping drugs. Of the 20 who
throughout took medication as advised, 14 experienced
relapses at some time during the seven years. Of the 22 who
discontinued neuroleptics, 14 relapsed within 13 months.
The authors plausibly suggest that continuing medication
delays relapse but does not prevent it altogether. The three
groups described by previous authors could thus be dis-
cerned even within this chronic series. There was a group of
patients with few relapses who required little treatment with
neuroleptics. Another group was "not well protected" by
medication. In most, however, compliance did seem to be
protective, though by no means completely.
The authors found few severe side effects, though mild

tremor in arms and legs, which they regarded as extra-
pyramidal, was common. Ten patients had mild akathisia
-motor restlessness-but only three were said to have
orofacial dyskinesia. Many patients continued to receive
both neuroleptics and anticholinergics despite their symp-
toms not having remitted.

Little is said about the quality of life of the patients in the
series or about the balance between social stress and social
protection. Depressive and non-specific neurotic symptoms
were common, particularly in those receiving medication. In
general the social performance of patients deteriorated
during the seven years of follow up, though a strong cor-
relation with the original social level remained. Frequent
relapses were particularly associated with deterioration. This
contrasts with an eight year follow up of long stay inpatients
in three mental hospitals during the 1960s, which showed a
substantial improvement in many patients, particularly
associated with the level of occupation and recreation
available." Social performance is not a measure of schizo-
phrenic deficit, though the latter is an important cause of
poor social functioning. Nevertheless, symptoms such as
blunting of affect and poverty of speech cannot be regarded
as immutable.
The results of this survey-together with those of other

studies and reviews-raise important questions about the
efficacy of present community care arrangements for people
who are psychiatrically disabled. Attendance at a special
outpatient clinic does not guarantee a lower level of symp-
toms or a better standard of living. Medication tends to be
continued irrespective of whether there are clear benefits to
be gained. Routine attendance and continued compliance
may delay relapse, but more is needed: some active outreach
must be made to patients and families, and close collabora-
tion with general practitioners, local authority staff, and
voluntary organisations such as the National Schizophrenia
Fellowship is also required.'2 13 Hostels and day centres must
provide at least as socially rich an environment as the best
mental hospitals; otherwise the whole system will fall into
disrepute.
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Can a fetus feel pain?

Is a fetus capable of experiencing pain? This question is one
of increasing concern, and not merely to neonatologists and
experts on embryonic development. Thus a meeting billed
"Pain and the Fetus," organised by the Ciba Foundation
might have appealed to a wide audience. In the event it was a
select affair open to only two dozen invited experts from
specialties including paediatrics, pathology, neurochemical
pharmacology, and child psychology.
Much of the data that were presented were based on

research carried out in animals and preliminary unpublished
studies, so not surprisingly conclusions were guarded-even
to the extent that by mid-afternoon the chairman, Professor
P D Wall, an anatomist from University College London,
was not prepared to say more than that the answer to the
question does the fetus or premature baby feel pain was not
"no" but "Who knows?" For those who would regard this as
an unsatisfactory, if accurate, scientific observation the
clinicians produced more tangible information.

"It is likely," said Dr C H Rodeck, an obstetrician from
King's College, London, "that the fetus responds to some
forms of sensory stimulation, particularly noise, changes in
position, and pain." Invasive procedures such as amnio-
centesis and chorionic villous sampling may well have
adverse effects-amniocentesis was known to be associated
with an increased incidence of pulmonary hyperplasia, but it
was too early to say if it results in damage to the central
nervous system.

Further evidence to suggest that the neonate-if not the
fetus-responds to noxious stimuli came from Dr M L
Chiswick, a consultant paediatrician from Manchester, who
reported the results of a study of basal skin conductance in
neonates. (Changes in skin conductance are known to be a
measure of the response to stress and are the basis of the "lie
detector.") Conductance was significantly increased in
babies who had undergone vaginal delivery compared with
those who had been delivered by caesarean section. This and
further studies led him to suggest that the longer and more
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