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pregnancy. The patient should first be made euthyroid by drugs
and the vascularity of the gland then reduced by giving a short
course of potassium iodide in the minimum effective dose
(about 5 mg three times daily).26 After surgery, replacement
thyroxine should be given to eliminate the risk of maternal
hypothyroidism for the rest of the pregnancy. Radioactive
iodine is absolutely contraindicated. Thiourea drugs are
secreted in milk, so women taking them should not breast-feed.

Finally, recent reports from Japan by Amino and col-
leagues27 28 point to an influence of pregnancy on the course
of autoimmune thyroid disease and suggest that women pre-
disposed to autoimmune thyroid disease may be particularly
at risk after delivery. They described 25 episodes of primary
hypothyroidism in 23 women in the postpartum period; in all
but three it was transient and recovery was spontaneous 5-10
months later.26 Thyroid enlargement and the presence of anti-
thyroid microsomal (not antithyroglobulin) antibodies were
characteristic features, in conjunction with thyroidfunctiontest
results typical of primary hypothyroidism. They also reported
a recurrence of transient hyperthyroidism in four women with
Graves's disease in the postpartum period,28 with evidence of
increasing autoimmune disturbance. In one case the episode
was followed by hypothyroidism, also transient. The immune
state in the mother is altered during pregnancy,29 probably
partly because of hormone changes, and other autoimmune
diseases are known to remit during pregnancy and relapse
post partum30 31. These findings indicate that women with
a history of autoimmune thyroid disease should be watched
closely post partum, but that even in those who become hypo-
thyroid treatment may be required for only a short period.
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Hypnosis in the NHS
Hypnosis has had a chequered history since the days of
Mesmerl and his theory of animal magnetism. Braid2 main-
tained that the phenomenon was a form of sleep. Janet3 and
Bernheim4 advanced the ideas of dissociation and suggestion.
Charcot5 discovered the psychogenic nature of hysteria, and
subsequently the ideas of Breuer6 and of Freud6-psycho-
dynamic exploration, catharsis, and the discovery of the
transference-were derived from investigations into the
hypnotic state. Nevertheless, when Freud stopped using
hypnosis it was left to exploitation by charlatans and stage
performers. Indeed, the lack of medical interest led to the
Hypnotism Act of 1952,7 which placed the onus of permitting
performances of hypnotism on local licensing authorities.

Hypnosis came back into clinical use with the development
of the behavioural school of psychotherapy,8 which added
desensitisation to the Freudian methods. Well-defined tech-
niques are now laid down for treatment.9 Hypnosis has been
shown of value as an additional psychotherapeutic weapon in
treating the neuroses; in relieving anxiety, phobic, obsessional,
and hysterical symptoms; in psychosomatic illness; and in a
large range of personality problems-as well as in obstetrics,
dermatology, and dentistry, and for relieving physical pain.

It is now 25 years since the Psychological Medicine Group
Committee of the BMA appointed a subcommittee to consider
the medical use of hypnosis.'0 The report confirmed that
"hypnotism may be the treatment of choice in some cases of
psychosomatic disorder and psychoneurosis. It may be of
value for revealing unrecognised motives and conflicts in such
conditions . . . it has proved its ability to remove symptoms
and to alter morbid habits of thought and behaviour." The
subcommittee recommended that a description of hypnotism
and its psychotherapeutic possibilities, limitations, and dangers
should be given to medical undergraduates and instruction in
the clinical use be given to all postgraduate psychiatric trainees
and possibly trainee anaesthetists and obstetricians.

Yet a recent survey" of training in medical hypnosis in
33 medical schools and 18 dental schools in Britain showed
that only two of each group provided official undergraduate
training; and three of the medical schools but no dental
schools provided official postgraduate training. Clearly little
action has been taken to carry out the subcommittee's recom-
mendation: the teaching of hypnosis within the psychiatric
services of the NHS is very limited. Nevertheless, the British
Society of Medical and Dental Hypnosis is open to member-
ship to doctors and dentists both in the NHS and in the private
sector, and a section of medical and dental hypnosis has
now been formed within the Royal Society of Medicine.
More doctors are now treating neurotic problems using

hypnosis, though in hospital practice its use remains limited
to psychiatrists who have the skill and to a few specially
trained psychologists working in psychiatric units under the
clinical responsibility of a consultant psychiatrist.

This revival of medical interest in hypnosis is likely to be
paralleled by an increase in treatment by lay therapists. The
indiscriminate use of hypnosis can be harmful, and the 1952
Bill7 will need amendment if the public is to be protected
from potentially dangerous non-medical hypnosis.
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Preventing cerebral palsy
The definition of cerebral palsy covers the whole continuum
of brain damage from minimal cerebral dysfunction through
cerebral palsy to death. Furthermore, ascertainment of cases
varies at different ages owing both to delays in diagnosis and
to the fact that some cases are not manifest until school
makes increased demands on the child. Consequently estimates
of the prevalence of cerebral palsy vary, and how far it can be
reduced by preventive measures remains uncertain.
As highlighted in a recent symposium,' there is much

current interest in preventing mental handicap, particularly
cerebral palsy, which has been the subject of a national
advertising campaign. Broadly speaking, there are four major
causes of cerebral damage that preventive action can attack-
jaundice, hypoxia, infection, and trauma. The management of
jaundice is one of the success stories of modern medicine.
Exchange transfusion and preventing rhesus immunisation2
should now ensure that the athetoid form of cerebral palsy
associated with kernicterus is a thing of the past.
The early detection of fetoplacental malfunctioning should

in theory prevent hypoxic cerebral damage due to placental
insufficiency. The advantages of fetal monitoring may be
partially offset, however, by false positives, which may lead to
early induction of an otherwise normal infant with the
increased risks of prematurity. A controlled clinical trial of
fetal heart monitoring3 has therefore been proposed.

Postnatal hypoxic cerebral damage, which is strongly
associated with prematurity, is particularly important in the
pathogenesis of the diplegias. Up to 70% of diplegias are
found in the 6% of infants of low birth weight.4 Since 1953
birth notifications have included birth weight, and in that
time the neonatal mortality of infants of less than 2500 g has
fallen from 155 to reach 90 per 1000 live births in 1976.5
Several recent reports have allayed fears that with increased
survival the prevalence ofhandicap may increase; this achieve-
ment is due in part to technological improvements such as
continuous blood gas monitoring.68 These reports came,
however, from "centres of excellence," and the prevention of
handicap in very small babies who survive is not a universal
finding.9 Nevertheless, there seem to have been three phases10
in the development of neonatal medicine. Firstly, infants of
very low birth weight or with serious complications died.
Later, more survived but a large proportion of the survivors
suffered major handicap. The third phase, now starting,
achieves both increased survival and lower handicap rates.
When all special-care units achieve these results cerebral
palsy is likely to be appreciably reduced.

Damage to the brain as a result of infection or trauma most
often results in a hemiplegia. The infection may directly
affect the central nervous system either during intrauterine
development (rubella, toxoplasmosis) or postnatally (menin-
gitis, encephalitis). Cerebral damage may also occur secondary
to convulsions. Preventive measures include rubella immunisa-
tion and the early and adequate management of infections;
traumatic damage should be reduced in some instances with
better obstetric care. The acquired hemiplegias, however,
make up a relatively small proportion of all'cases of cerebral
palsy, so that the impact of such general measures on overall
prevalence will be small.

Retrospective studies of large series of cases of cerebral
palsy have shown that in nearly half there were potentially
preventable or treatable perinatal hazards that seemed to
have caused later handicap. In almost one-third premature
delivery or low'birth weight was thought to be the primary
cause.'1 A forward-looking estimate, based on what is currently
known about causes, has suggested that 25-40% of cases
of cerebral palsy may be preventable.'2 The right of every
infant to have access to special care if necessary has financial
implications and must cast doubt on the proposed economies
in the maternity services.'314

Despite recent advances in obstetrics and neonatal
medicine and their potential for preventing cerebral palsy,
nothing is known in Britain about changes in the incidence
ofthe syndrome. One series from Sweden'5 showedthatbetween
1954 and 1970 the incidence fell successively and significantly
from 2-2 to 1-3 per 1000. This improvement was predominantly
due to a decrease in the numbers of spastic and ataxic diplegias
among infants oflow birth weight. A similar study16 examining
trends in Western Australia from 1956 to 1975 showed a rise
in incidence in the period 1966-70 followed by a highly
significant fall after 1970. We now need a comparable examin-
ation of trends in Britain, together with some form of
continuous monitoring. Routine follow-up of low-birth-
weight infants is one possible method. Such infants account
for only a small proportion of all live-born babies, they are at
high risk of'cerebral palsy, and the risk is directly associated
with the standard of care in the perinatal period. Might such a
scheme be tried as an experiment in 'one or two regions to
assess its feasibility ?
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Correction: Modified neurosyphilis
In the leading article on "Modified neurosyphilis" (2 September,
p 647) line 7 of the second paragraph should have read "FTA-ABS
with over five lymphocytes/mm3."
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