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registration and free interchange between Britain and the
EEC. Here the reasons for omitting any proposals from the
Bill are clear enough: there is no consensus within the pro-
fession about what is wanted. While accepting the logic of the
argument that postgraduate and undergraduate education
should be controlled by the same body, and that that body
should be the newly constituted GMC, many doctors-
consultants, general practitioners, and others-are reluctant to
interfere in any way with the traditional role of the royal
colleges as the inspectors and examiners of postgraduate
training for the specialties. There are still conflicting views on
the desirability of specialist registration and on the extent to
which Britain should try to harmonise its specialist training
programmes with those agreed in Europe. In these circum-
stances the most likely compromise seems to be that the whole
tendentious matter should be referred to the education
committee of the new GMC when it eventually meets-
probably some time in 1979 or even 1980.

1 Medical Bill (HL) (short title, Medical Act 1978). London, HMSO, 1977,
price 75p.

2 Committee of Inquiry into the Regulation of the Medical Profession
(chairman Sir Alec Merrison), Report. London, HMSO, 1975.

Ganglia
Ganglia probably arouse more interest than their clinical
importance warrants, for these common benign lesions of
unknown aetiology rarely cause complications but are easily
accessible to treatment. Surgeons, rheumatologists, ortho-
paedic surgeons, and general practitioners may all attempt
treatment, but the recurrence rate is high.

Ganglia are thin-walled cysts that develop in relation to a
joint capsule or tendon sheath. They may be simple or multi-
locular, and are variable in size. They feel smooth and generally
tense-sometimes so tense that they may be mistaken for bony
swellings. This tenseness is especially characteristic of
ganglia of the flexor tendons. The fibrous capsule is continuous
with the tendon sheath or joint capsule at its base and is in
direct contact with the contents, a clear jelly-like substance;
there is no lining membrane. When large enough the ganglia
can be transilluminated.
We still do not know what causes ganglia; though there is

often said to be an association with trauma, the link is rarely
proved. Local degeneration has been postulated, but this
seems unlikely when young patients are so often affected.
Ganglia occur more frequently in women than in men-even
flexor tendon ganglia, which often cannot be seen, so invalidat-
ing the argument that the minor disfigurement caused by the
lesion leads women to complain more.

Patients seek advice because of swelling, impairment of
function, and pain. Except in flexor tendon ganglia, which are
generally tender, pain is rare and when present appears to
radiate from the swelling. Function may be impaired directly
by the mechanical presence of the swelling or indirectly by
pressure of the ganglion on a peripheral nerve. Ganglia on
the feet or ankles may cause difficulties with footwear.

Reviewing 128 children given active treatment for ganglia
at the Royal Hospital for Sick Children, Glasgow, between
1961 and 1971, MacKinnon and Azmyl found that the pre-
sentation of the lesions and their locations were similar to
those recorded in adults. Two-thirds of the children reported
that swelling was the only reason for their attendance and only

16( reported pain. Treatments undertaken included excision
under general anaesthetic using a tourniquet on the limb;
transfixion with a seton suture of two strands of black silk
loosely tied over the skin for 10 days (after insertion of the
sutures the contents are expressed); aspiration of the ganglia
and injection of hyaluronidase; incision of the capsule with a
tenotomy knife introduced through the skin a short distance
from the lesion, with the contents then expressed subcutane-
ously; and rupture by pressure on the ganglion.

There were few complications. Some patients complained of
minor discomfort. Four children had a disfiguring scar. Infec-
tion developed in eight patients but responded to antibiotics.
Surgical excision gave the lowest rate of recurrence, which was
almost confined to ganglia around the wrist and may have been
due to failure to remove the daughter cysts associated with
these lesions. The results ofmore conservative methods seemed
less satisfactory. Eight ganglia out of 28 treated by seton
suture recurred, and two became infected. After injection of
hyaluronidase eight out of 12 ganglia recurred. Only one
patient was treated by rupture of the ganglion by pressure,
but published reports suggest that roughly half the ganglia
treated with this traditional method recur. Subcutaneous
rupture using a tenotomy knife cured nine out of 11 patients,
and there were no cases of infection. In 10 patients the ganglia
had disappeared before the patients could attend for surgery,
but two recurred later.
An expectant policy seems justified in the management of

symptomless ganglia. The doctor may try imple pressure
first when treatment is warranted, or, failing this, attempt rup-
ture with a tenotome. Complications of surgery are frequent
enough for it to be reserved for ganglia not responding to other
more conservative methods.

MacKiniion, A E, and Azmy, A, Postgraduate Medical Jolunal, 1977,
53, 378.

Management of myocardial
infarction in young women
Fortunately myocardial infarction is rare in women under 45:
they account for less than 10, of patients admitted to hospital
for myocardial infarction.' In 1975 in England and Wales
only 258 women aged 30 to 44 died from coronary heart
disease-in contrast to 1497 deaths in men of the same age.2
So, because of its relative rarity, there is little clinical ex-
perience to guide clinicians faced with the problem ofinfarction
in young women. Nevertheless, management of the acute
phase and early mobilisation should probably be on standard
lines, though specific worries such as the temporary care of a
young family may demand additional attention.
Not all patients have atherosclerotic heart disease, and

identifying the pathological process may be important in
management. In a review of 24 women under the age of 40
with myocardial infarction Morris, Hurst, and Logue3 found
four patients with non-atherosclerotic heart disease. Two
women had sustained a coronary embolus, a third had coronary
vasculitis associated with fulminant systemic lupus erythema-
tosus, and the fourth patient had a dissecting aneurysm of the
coronary artery-a condition recognised to occur in young
women, particularly in pregnancy.4

Atherosclerotic heart disease accounts for most cases, but
even in this group it is uncommon to find infarction in young
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women devoid of recognised risk factors. Diabetes, obesity,
and hypertension are associated with infarction,5 and their
presence may complicate management of the acute phase.
During recovery other risk factors may be identified. Though
women with hypercholesterolaemia develop heart disease,
their risk seems lower than that in men.6 In contrast to
young men with coronary artery disease, type IV hyper-
lipidaemia is uncommon in young women with myocardial
infarction. Indeed, the relative infrequency of hyper-
triglyceridaemia in premenopausal women has been suggested
as an explanation for some of the sex difference in death rates
from ischaemic heart disease.7 Three to six months after
recovery from myocardial infarction cholesterol and
triglyceride values should be checked in fasting blood, and, if
abnormal, the doctor should give the appropriate treatment.

Smoking is an important risk factor, the risk rising with the
number of cigarettes smoked. At a recent international
symposium on coronary heart disease in young women held in
Edinburgh, N Wald showed that smoking interacted with
other factors in a multiplicative way, so that with two or more
risk factors the risk increased over 100 times. Thus, though
we have no information on subsequent outcome, it seems
reasonable to advise young women with ischaemic heart
disease to stop smoking.
The evidence linking myocardial infarction with oral

contraceptives is also convincing. The hospital admission rate
for non-fatal myocardial infarction has been calculated as
1L9 per 100 000 for married women aged 30 to 39 not using the
pill, in contrast with 5 4 per 100 000 for those taking an oral
contraceptive. In a series of 22 women aged between 31 and
45 years admitted to one coronary care unit with definite
myocardial infarction it was estimated that oral contraceptives
enhanced the chance of developing myocardial infarction in
women whose risk was increased for other reasons.8 A
collaborative survey from 47 hospitals reporting 136 cases of
myocardial infarction in women aged 30 to 44 years reached the
same conclusion.9

Nevertheless, some recent angiographic studies have
suggested that some young women taking oral contraceptives
may have myocardial infaretion without extensive coronary
artery disease.1" 11 In two fatal cases necropsy showed minimal
arteriosclerotic changes,12 and similar pathological evidence
was presented by D M Spain of New York at the recent
Edinburgh symposium. Some prospect of identifying the
women at high risk was suggested by J L Beaumont of Paris,
who had shown anti-ethinyloestradiol antibodies in women
who had developed thrombotic episodes. These antibodies
could be found in about 1000` of pill users, raising the possibility
that they might serve as a marker for women at risk.
Once infarction has taken place oral contraceptives must be

withdrawn and an alternative means of contraception advised.
Anxiety about resuming a normal sex life must be dispelled.
The suggestion of sexual frigidity among women developing
acute myocardial infarction warrants further investigation.13
Coronary angiography should be considered in young women
taking oral contraceptives who have developed infarction
without other risk factors, for the prognosis in women with
small vessel disease may be quite different from that in those
with single vessel disease.
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How important are genetic
influences on alcohol
dependence?
Both the amount of alcohol drunk and the risk of dependence
vary from country to country, among occupational groups, and,
above all, between the sexes. These rates change from one
generation to the next, for people drink-or drink to excess-
for many different reasons, and alcohol dependence creates
family problems. At first sight, therefore, it might seem a
forlorn task' to look for genetic factors predisposing to the
disorder.

Yet much of the same sort of evidence that suggests there
are genetic factors in intelligence and schizophrenia applies
to alcoholism.2 The very fact that an individual must start
to drink before he can suffer withdrawal symptoms permits
approaches to genetic investigation that are not possible or are
less appropriate in other forms of human behaviour. Animal
studies3 have shown repeatedly that strains of rats and mice
differ in their preference for or avoidance of alcohol, and
strains can be bred selectively for such behaviour and the
susceptibility to withdrawal symptoms. Some strain differences
have been associated with the ability to metabolise acetalde-
hyde. Rodents, like men, can work to get alcohol, drink to
intoxication, and become dependent on it-though estimates
of heritability or biochemical mechanisms calculated from
animal experiments should not be expected to apply to any
particular human population.
Compared with Caucasians, Oriental people more often

become flushed after small doses of alcohol,4 and they show
differences in the frequency of the genetic variants of alcohol
dehydrogenase. Genetic differences may also influence the rate
of elimination of alcohol from the blood. A pharmacogenetic
approach to the problem of alcohol dependence may therefore
offer some promise. While the association between a distur-
bance of colour vision and chronic alcoholism is no longer
thought to have a genetic basis,5 the non-secretion of the ABH
blood group substances6 may possibly turn out to be an example
of a known gene with a minor effect on predisposition to
alcoholism. Immune response studies have suggested that
genetic factors may also be implicated in some complications
of alcohol addiction, such as cirrhosis.7
At present, however, what evidence we have on genetic and

environmental influences still depends largely on comparisons
of the frequency of alcoholism in relatives and contacts of
alcoholics. Some of the evidence is contradictory, and almost
all8 of it deals with men. There is a genuine increase in the
risk for the sons and brothers of alcoholics (rates of around
200/% being fairly typical) compared with men unrelated to an
alcoholic,9 10 but on its own such a finding is of no conclusive
help in differentiating genetic and environmental transmission.
An almost equally high rate in grandsons'1 and half-brothers'2
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