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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headway after being withdrawn (unnecessarily it appears) for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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ments provided scant excitement for the realist but some
hope for the optimist. Today the situation has changed little.

Black and Jones6 and Marks et al.7 have concentrated on
the nature of the epidermal disorder in lichen planus. Histo-
chemical studies showed a marked depression of respiratory
enzyme activity in the affected epidermis, but basal cell
necrosis was not associated with an increase in lysosomal
enzyme activity. Their findings suggested that the lower
epidermal cells and melanocytes appear to bear the brunt
of the disease process. Both in vivo and in vitro autoradio-
graphic studies7 8 indicate that the erosive process affecting
the generative basal cells is a continuous one, though the
"microwound" in the epidermis is repaired by migration of
epidermal cells from the healthy margins and from sweat coils
at the dermoepidermal junction. The apparent paradox of
destruction of the generative region of the epidermis co-
existing with epidermal hypertrophy can therefore be ex-
plained.

It is surprising, particularly in view of the dense lympho-
cytic infiltrate in lesions of lichen planus, that the disease
has not attracted more immunological attention. Baart de La
Faille-Kuyper and Baart de La Faille9 have recently reported
the results of an immunofluorescence study. Their interest-
ing findings have yet to be substantiated by other groups.
Like Marks et al.6 they thought that the earliest patho-
logical changes occurred in the epidermis and that these were
indicated by the presence of colloid bodies (formed by fib-
rillar transformation'0 of basal epidermal cells) and pigment-
containing macrophages in the upper dermis. Fibrin de-
position was another early sign and could be seen in areas
without an inflammatory infiltrate. They detected various
complement components and fragments in the epidermal
basement-membrane zone. While accepting that their pres-
ence might be explained by pathologically-enhanced capil-
lary permeability in lichen planus, they nevertheless thought
it more likely that their presence in and around the colloid
bodies indicated that complement had been activated via
the classical pathway. Immunoglobulins were also found
within the colloid bodies, so they may possibly have played
a part in the complement activation. On the other hand com-
plement may have been activated by non-immunological
mechanisms, such as by enzymes produced during co-
agulation and fibrinolysis. Whether complement activa-
tion is the cause or result of the epidermal pathology re-
mains unknown.
Too often the decipherment of pathological events in

a disease still provides insufficient clues as to its cause, and so
far lichen planus is no exception. For this reason the different
approach adopted by Cotton et al.11 was exciting. Comparing
G-6-PD activity in biopsies oflesions and unaffected skin from
patients with lichen planus with that in normal skin they
concluded that lichen planus was associated with a congenital
abnormality in the G-6-PD of the skin. Unfortunately Ryan
et al.12 were unable to confirm these results. They found that
the activity of the G-6-PD in the unaffected skin of patients
with lichen planus was the same as that in the skin of control
patients, and they suggested that the abnormality reported by
Cotton et al. could be related to the inflammatory infiltrate
in the lesions.

For the time being students must still be told that we do not
know what causes lichen planus, but it would be wrong to
say that we know nothing about what is happening.
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Women's Athletics
There is one field of human endeavour in which even the
most ardent supporters of women's liberation must concede
that men are their superiors, and that is competitive sport.
Nevertheless, in the U.S.A. both the girls themselves and
their representatives have asked to take part in boys' teams, at
least in non-contact sports. (Their classification of "contact
sports" includes sports that involve minimal frequency and
force of body contact, for example, basket ball and girls' base-
ball, as well as those that involve maximal frequency and force,
such as football and ice hockey.) The American Medical
Association's Committee on Medical Aspects of Sport has
been considering this request, as well as the girls' participa-
tion in contact sports.'

Before adolescence there is no essential difference in
physical working capacity between boys and girls except that
girls reach their maximum work capacity sooner than boys.
But after puberty most boys surpass girls in all characteris-
tics of athletic performance except flexibility and neuro-
muscular co-ordination. The difference in performance in
most sports is so large that only the exceptional girl would
gain a place in a boys' team-an inferior team at that. World
records for women are generally equalled or exceeded by
schoolboys or men over 40 years old.

But there certainly are some sports in which the demand
for strength, acceleration, and endurance is slight and success
depends on skill, experience, and temperament. Rifle shoot-
ing, clay-pigeon shooting, and some equestrian events are
examples. In these there seems to be no physiological reason
why women should not equal men, and the present pre-
eminence of men may well be due to the greater numbers of
male participants. There are also sports in which, though on
average the men are better than the women, they can success-
fully play in partnership, such as tennis and golf. Finally there
are sports in which women's programmes are specially adapted
to their needs-for example, ice skating and gymnastics. These
would surely lose greatly in appeal if women were required to
perform the same routines as men.

In contact sports the American Medical Association's com-
mittee finds no higher injury rate among the women than the
men, but it suggests the rate might be higher if women com-
peted in men's teams because of the disparity in body size and
strength. Most doctors would agree with the committee's
conclusion that whereas there is no physiological or medical
reason why women should not participate in men's sports it is
better for their programmes to be organized separately both
for training and for competition. In non-competitive sports
and recreations men and women have long enjoyed each
other's companionship, and may they continue to do so.
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