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charity, the International Glaucoma Association, has included
in its aims both the improvement of the general awareness of
glaucoma, especially among those concerned with primary eye
care,20 and the encouragement of even closer collaboration
among general practitioners, ophthalmologists, ophthalmic
opticians, nurses and health visitors, medical auxiliaries,
patients, and the public.
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The nature of piles
Few who reach middle age can claim never to have had any
symptoms related to the anus. Thomson' has shown elegantly,
if not originally, that what many regard as piles are normal
vascular cushions. We all have them, and they are as natural
as the vascular cushions at the upper end of the alimentary
tract that we call lips. We are prepared to accept a wide variety
of lips: thin lips, pouting lips, petulant lips, wet lips, and even
hot lips. Similarly, variations in the vascular cushions at the
anus should possibly be regarded as signs of character rather
than disease. Furthermore, the degree of congestion of our
cushions depends on factors as varied as hormonal, biochemical,
emotional, and, for all I know, barometric. Who can say then

what is the incidence of piles in the population? Perhaps the
most accurate we can be is to say that they are ubiquitous.
What we, as doctors, are concerned with is not an anatomical

or pathological entity but a collection of symptoms. The very
words we use imply this. "Piles" comes from the Latin for a
pill or a ball and implies the complaint of a lump, either a
prolapsed or thrombosed cushion. "Haemorrhoids" comes
from the Greek for the flowing of blood-a symptom if ever
there was one. To the layman and the comedian, piles implies
pain, though pedantic proctological purists may deny this. To
those symptoms mentioned we must add, for completeness,
itching and discharge. One or more of the five constitute what
our patients mean when they "suffer from piles."
What converts these normal functional God-given cushions

to symptomatic monsters ? The two principal factors are the
laxity of the fixation of the vascular mucosa to the wall of the
rectum and upper anal canal and the muscular tone or tightness
of the anal sphincter. The fixation of mucosal cushions is
normally very lax, like the skin at the back of a kitten's neck.
The cushions may even have muscular fibres within them that
pull the cushion back to the safety of the upper anal canal after
defecation.' Once the anal cushions are submitted to congestion
they hypertrophy with engorgement-just as do the upper
alimentary lips of some African ladies who value labial hyper-
trophy and use metal or leather constriction to achieve it. The
anal canal may be tight because of muscle tone or, some would
have us believe, fibrosis.2 What causes variations in tone is not
clear, but measurement of resting pressures in the anal canal
indicates that they are normally higher below the age of 60. I
suspect that emotional tension plays a part and I have a
syndrome that I designate with the eponym YETAS, the
"Young executive tight-anus syndrome." Certainly this seems
to be one group of people prone to piles; others are golfers and
professional cricketers.

In addition to spasm there may be true fibrosis in the anal
sphincters, though this has never been shown histologically. An
easily confirmed observation from life's vast store of observ-
ables is that young children, left to their own devices, will pass
stools of such a width as to frighten their mother but not daunt
themselves. The close ratio of stool-to-arm diameter in
childhood must surely be normal. In the Western developed
world, the much smaller ratio in adults probably represents the
sequel of an unbalanced diet. Men who supplement, or
substitute for, their food with cathartic beers often have anal
symptoms, though I must admit that the lesions are more often
perianal dermatitis or fissure than piles. I use for this another
eponym, "bitterman's bottom." Such patients' anal symptoms
respond dramatically to the restoration of anal resilience and
elasticity that follows a manual dilatation.
The secondary pathological changes that accompany

protrusion and congestion provoke the complications and
principal symptoms of piles. Congestion may cause dis-
comfort from increasing tissue tension; hypertrophy facilitates
further protrusion and impedes withdrawal into the anal canal.
The congested cushions are easily injured and bleed as readily
and as vividly as does a cut lip. Severe unrelieved congestion
predisposes to thrombosis giving rise to that proctological
"full-house," strangulated piles.

Cushions that are so large that they do not return to the anal
canal after defecation will leave exposed mucous membrane
with consequent discharge and skin maceration; bacterial or
fungal invasion may then cause pruritus.
An understanding of the nature of piles and the causation of

symptoms enables us to devise rational treatment. If we
accept that mucosal laxity and sphincter congestion are the two
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principal causes of the condition, it seems illogical to use local
greasy applications or haemorrhoidectomy as the mainstay of
treatment. Yet throughout the world, until recent years,
classical medicine has espoused these methods. Many of the
enlightened now regard both treatments as refuges of the
proctologically destitute. They still have a place, but only
within the whole armament of stool-bulking agents, anal
dilatation, sphincterotomy, and mucosal fixation by fire, oil,
or frost.
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Consultant Surgeon,
General Hospital,
Birmingham B4 6NH
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Does control of risk factors
prevent coronary heart
disease?
The seven-year American Multiple Risk Factor Intervention
Trial has ended with inconclusive results-and leaving many
questions unanswered.' Whether intervention to control
cigarette smoking, hypertension, and hypercholesterolaemia
alters mortality from coronary heart disease in men at high risk
remains uncertain. And an appalling consequence of these
results is that the central question is likely to remain un-
resolved indefinitely, for this vast trial, costing $115 million
and based on 28 institutions with 250 investigators, is unlikely
ever to be repeated.
The trial population was 12 866 men, selected from 361 662

men who volunteered for health screening through their
employment. The 12 866 represented the upper 15% of a risk
score distribution (two-thirds were in the upper 100%) based
on smoking, blood pressure, and plasma cholesterol concentra-
tion. None had clinical or electrocardiographic evidence of
coronary heart disease.

Half the selected group was randomly allocated to an inten-
sive intervention programme conducted by behavioural
scientists, nutritionists, nurses, physicians, and health
counsellors; they were seen every four months or more fre-
quently to ensure adequate control of the risk factors. The
other half received a medical examination once yearly and no
specific advice about control of risk factors, other than that
given by their doctors. Randomisation of characteristics asso-
ciated with coronary heart disease was excellent and established
that the two groups were comparable on admission to the trial.
Less than 10%' of each group was lost to follow-up over the
first six years.

In the intervention group simultaneous intervention pro-
grammes were mounted to stop cigarette smoking, to control
raised blood pressure (mostly with thiazides), and to alter the
diet to reduce hypercholesterolaemia. Initially, the aim of the
dietary changes was to reduce the intake of saturated fat to less
than 10% of energy and the daily intake of cholesterol to less
than 300 mg; later these limits were narrowed to less than 8%
of energy and 250 mg of cholesterol.

After six years half of the men in the intervention group had
stopped smoking (4300 at one year), the mean diastolic blood
pressure had fallen from 91 mm Hg to 81 mm Hg (and by 12°,

in those initially with 95 mm Hg or more), and the average
plasma cholesterol concentration was reduced from 6-2 mmol/l
(240 mg/100 ml) by 0 3 mmol/l (12 mg/100 ml)-5%. Sub-
stantial decreases also occurred in all risk factors in the non-
intervention group, but statistically significant differences were
achieved between the intervention and non-intervention
groups in each of the three major risk factors at each annual
visit. The difference in cigarette smoking between the groups
exceeded the goal of the trial. The difference in diastolic blood
pressure was, however, only three-quarters of the design goal,
and for cholesterol only half of the goal-a difference of no
more than 0-1 mmol/l (4.6 mg/100 ml).
An analysis based on averaging calculated coronary heart

disease risk for each participant over the six years of follow-up
indicated a potential net reduction of mortality of 22%
(compared with a projected 27%) between the groups as a
result of the difference in reduction of risk factors, but no
significant reduction in mortality was actually achieved.
What, then, went wrong? The investigators had not ex-

pected any decreases in- risk factors in the non-intervention
group; it was a major miscalculation that the design of the
Multiple Risk Factor Intervention Trial did not allow for any
change in blood pressure or cholesterol concentrations in this
group. The investigators seriously underestimated the effects
on high-risk men of knowledge of that risk, of the influence of
those in the intervention group on those in the non-interven-
tion group in the same industry or office, of annual reviews in
the framework ofthe trial, and ofproviding doctors with annual
reports and data on their patients' progress in the trial. The
non-intervention group also had a lower-than-expected mor-
tality, reducing the chance of detecting a significant difference
between the groups. Indeed, the non-intervention group was
not a satisfactory control group and this could have been
predicted at the outset.
The trial report has some worrying features. Several sub-

groups have been analysed outside the randomised controlled
design; this gives grounds for concern because of the small
residual numbers in such subgroups, because some were
defined post hoc, and because other confounding factors can-
not be controlled. These analyses provide encouragement in
only one respect. Non-hypertensive hypercholesterolaemic
smokers had a lower (-49%0) mortality from coronary heart
disease in the intervention group than in the non-intervention
group, though this difference was not statistically significant.
But hypertensive men with initial electrocardiographic abnor-
malities did worse with higher mortality from coronary
heart disease (+ 65%/) and total mortality (+58%). How much
of the excess occurred in thiazide-treated men is not clear.
After exclusion of the 28%' with abnormal baseline electro-
cardiograms all subgroups of risk had fewer deaths from
coronary heart disease in the intervention group than the non-
intervention group: but even this focusing on the healthiest
subsections did not provide any significant differences.
The tenor of the report clearly shows that the investigators

were very disappointed with the results. Indeed, a degree of
rationalisation is evident in the commentary. Three explana-
tions are offered: firstly, that overall intervention to reduce
multiple risk factors in high-risk men does not affect coronary
heart disease mortality over seven years; secondly, that it does
but concurrent changes in the control group prevented its
demonstration; or, thirdly, that some aspects of intensive
intervention had a deleterious effect in certain subgroups
obscuring a truly beneficial effect in others. The authors favour
the last explanation but it seems unlikely that the small num-
bers with such an adverse response, less than a tenth of the
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