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pills, which require a higher dosage while oestrogen only is
being given. The minipill consisting of progestagen only has
had its ups and downs. This type of preparation did not make
headway after being withdrawn (unnecessarily it appears) for
a while when beagle bitches treated with chlormadinone
acteate developed neoplastic breast nodules. The higher
incidence of irregular bleeding and lesser reliability when
compared with the low oestrogen-progestagen combination
ensured first place for the latter. Nor have the combination
pills been successfully challenged by postpartum injections
or long-acting implants, both of which are unsuited to British
needs.
There are many conditions-a predisposition to thrombosis

and diabetes head the list-in which the use of a combination
oral contraceptive is contraindicated, but the choice of a low-
dose oestrogen-progestagen combination or an intrauterine
device will cover the needs of most women in Britain today.
Both have disadvantages which make their ultimate replace-
ment likely. None of the many alternatives such as anti-
oestrogens or immunization procedures have fulfilled their
promise from the earlier, experimental stage. A revolution is
probably around the corner but the message from the labora-
tory is that the corner may be some years away.
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Metabolism and Infarction
After an acute myocardial infarction there is an increase in
the secretion of catecholamines, 1 2 cortisol,2 3 glucagon,4 and
growth hormone,5 and diminished secretion and effectiveness
of insulin.2 5-8 Metabolic changes consistent with this en-
docrine pattern include glucose intolerance and high levels
of free fatty acids.7 9 High plasma levels of AMP provide
further suggestion of a catabolic state.10 Vetter et al.2 have
recently measured plasma levels of many of these substances
in the first five hours after the onset of symptoms. Their
results confirmed that the degree of hormonal and metabolic
change is related to the severity of the infarct-though their
interpretation of hormone levels in relation to absolute nor-
mal values may be criticized. A "normal" plasma insulin level,
for example, could be interpreted as being abnormally low
in the presence of a raised plasma glucose and high levels of
antagonists such as adrenaline, cortisol, and growth hormone.

It would be a mistake to regard these changes as peculiar to
myocardial infarction, since they follow any form of acute
illness or injury, being related to severity rather than type.'1
The changes in the ischaemic heart muscle, however, are
specific to myocardial infarction. Despite the limitations of
extrapolating from experiments on animals to man it seems
likely that the central core of necrotic tissue in a myocardial
infarct is surrounded by a penumbra of ischaemic tissue
which has potential for either recovery or death-and which
is dependent on anaerobic glycolysis for its energy.'2 It is the
interaction of the general metabolic changes and those occur-
ring locally in the heart muscle which has excited interest in
the possibility of metabolic intervention as part of the treat-
ment of myocardial infarction.'3

Diminished tissue blood flow not only reduces the supply

of oxygen but also of new substrate. This factor together
with the slope of diffusion gradients limits the rate at which
the toxic products of metabolism such as lactate can be
removed. If, as Oliver suggests,2 13 high free-fatty-acid
levels are toxic to the ischaemic myocardium, causing arrhyth-
mias, then his own current work on the use of the anti-lipolytic
analogues of nicotinic acid should show benefit from these
drugs. Research with substances such as sodium dichloro-
acetate which help to block the inhibition of glycolysis by
fatty acid oxidation might also be of interest.14 Recent ex-
perimental work by Opie15 suggests that lowering free-fatty-
acid levels may help the ischaemic penumbra to survive, thus
limiting the eventual size of the infarct. Braunwald's group16
have shown that after experimental infarction in the
dog treatment with glucose-insulin-potassium limits the
size of the infarct if given within four hours of coronary
occlusion. Though this treatment has theoretical benefits in
terms of enhancement of glycolysis, lowering of free-fatty-
acid levels, and effects on ionic flux across cell membranes,
it has yet to be proved useful in patients with myocardial
infarction-perhaps because of problems of dosage, timing,
and patient selection.

Increased knowledge of the pathological effects of myo-
cardial infarction suggests ideas for metabolic intervention
but most regimens have been tested only on animals, and
the models may not exactly imitate the human condition.
The possibility of limiting infarct size is, perhaps, the most
interesting, though it poses the difficulty of getting treatment
to the patient during the first one to two hours when most of
the deaths occur and when such treatment may be effective.
Added to this is the problem of the enormous numbers of
patients required to prove the effectiveness of a new form of
treatment for myocardial infarction: the difficulties are formid-
able indeed.
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Lichen Planus-Some
Progress
Only two small groups of people really care about lichen
planus-patients with it and doctors who recognize it. For
the patient the itch is often intolerable; for the doctor the
cause aggravatingly elusive. A viral aetiology' has always
been an attractive theory but has not been supported by
recent work.24 Two years ago Black5 summarized our gen-
eral ignorance of the pathogenesis of the disease. His com-
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