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TABLE V.-Some Five-year Survival Rates

Site of Malignant Total Patients %
Growth and Stage Cases Alive Survival

Breast:
I .. .. 531 331 62

II .. .. 328 130 40
III 107 33 31
IV 228 18 8

Cervix:
I 73 43 59

II 102 35 34
III 93 17 18
IV 32 4 13

Uterus:
Early 123 76 62
Late 88 21 24

Summary
An account is given of the gradual development of a

regional cancer records bureau.
In view of the increasing interest in cancer registration,

it is hoped that this account may help those who are in
the process of organizing such centres.
An analysis of the statistical review contained in the

annual report of the bureau is given-showing total
number of cases under each anatomical site and number
of survivors. A five-year + survival rate is given in per-
centages under each site. A clinical survey of survivoys
is detailed.
Under certain " accessible " cancers the survival rate

at the various stages of the disease is indicated and the
vital importance of early diagnosis and treatment is
stressed.
My thanks are due to the officers of the South-western Regional

Hospital Board for their unfailing help, and to the cancer records
officers, without whose help this report could not have been
compiled.

EPISTAXIS
At the clinical meeting for general practitioners held at the
Institute of Laryngology and Otology, Gray's Inn Road,
London, on February 11, Mr. C. GILL-CAREY discussed
"Epistaxis."
Nine out of every ten cases of epistaxis were not serious,

he said, in that there would be no grave underlying disease
or risk of undue blood loss. But nose bleeding caused alarm,
and the doctor's prestige was enhanced by efficient treat-
ment. Most often the source of the bleeding was on the
septum anteriorly, and could be controlled without tight
packing by using a small plug of some non-irritating material
such as gauze or cotton-wool impregnated with petroleum
jelly or bismuth, aided by digital pressure on the ala nasi by
the patient. If the bleeding recurred and cauterization became
necessary, Mr. Gill-Carey suggested local infiltration with
procaine and adrenaline injection (B.P.) before the removal
of the plug. This would produce temporary haemostasis as
well as analgesia of the nasal skin and mucous membrane.
For severe bleeding from the anterior part of the septum he
advised coagulation by diathermy.

When is it Serious?
Epistaxis, even when mild, might be the first sign of some

serious underlying disease, such as a blood disorder, a malig-
nant neoplasm in the nose, hypertension, or diphtheria.
These and other possibilities, although not common, had
always to be borne in mind.

Arterial disease was responsible for most cases of intract-
able bleeding, and in a third of them the bleeding artery was
relatively inaccessible. Such patients were seldom benefited
by a combination of nasal and post-nasal plugging. It was
better to ligate the internal maxillary artery via the antrum
or the ethmoidal arteries through an orbital incision. In
these patients there was a real danger of coronary throm-

bosis if the blood flow was allowed to continue unchecked
for too long.

Replying to questions, Mr. Gill-Carey expressed a poor
opinion of ice in treatment: it had little effect on the bleed-
ing. Nor did he advocate soaking plugging material in vaso-
constrictors such as adrenaline, as vasodilation would follow
the vasoconstriction. Packing an already infected nose, he
agreed, increased the risk of sinusitis, and if packing was
necessary for more than a few hours systemic antibiotic
therapy should be given. Asked about the treatment of
hereditary telangiectasis by ethinyloestradiol, Mr. Gill-Carey
said that one of his own cases had been, partially controlled
by it, and that the treatment appeared to offer real relief
in this grave and crippling disease.

Reports of Societies

CORONARY THROMBOSIS: ROLE OF DIET
AND ATHEROSCLEROSIS

A joint meeting of the Sections of Pathology and Epidemio-
logy and Preventive Medicine discussed "Coronary Artery
Disease" at the Royal Society of Medicine on March 1.
Professor L. P. GARROD, president of the Section of Patho-
logy, was in the chair.

Morbid Anatomy of Atherosclerosis
Professor T. CRAwFoRD (Department of Pathology, St.

George's Hospital, London) opened the discussion with an
illustrated account of the morbid anatomy of coronary
atherosclerosis in man. The yellowish-white plaques of
atheroma were well known, but it was often difficult to
tell from post-mortem examination what effect they had
had on th, calibre of the vessel. It was certainly not
true that large plaques necessarily narrowed the lumen.
He had studied this problem by injection techniques using
stereoscopic radiography to demonstrate irregularity and
narrowing, which were particularly common in the descend-
ing branch of the left coronary artery. Normally the
intima of the coronary arteries was thicker than that of
comparable arteries elsewhere, even in young children. Sec-
tions through the earliest lesions showed a slightly thickened
intima in which a varying amount of fat had appeared.
This might be either diffusely scattered or collected into the
cytoplasm of macrophages which came to lie in groups
immediately beneath the endothelium. A varying amount
of the material was birefringent, and chemical examination
showed the presence of cholesterol and its esters as well
as neutral fats. In more advanced lesions the fatty material
was separated from the lumen by a progressively thicker
layer of rather acellular laminated collagen fibres.. Eventu-
ally the lumen became distorted, and thrombosis was apt
to occur.

If the patient survived the initial thrombosis, one of two
things might happen: either a lumen was quickly re-estab-
lished by retraction of the thrombus to the side of the
vessel, or there was a more gradual recanalization of the
thrombus by fusion of the capillaries which grew into it
during the process of organization. These might eventually
proliferate to form a type of cavernomatous transformation
of the segment of vessel. However, this was often only
of temporary benefit to the circulation because the throm-
botic process was frequently repeated in the new channels.
The most important recent advance in the understanding of
atherosclerosis was the demonstration by Duguid that fibrin
incrustations occur on the intima and are quickly covered
by a fresh layer of endothelium. Organization of these
fibrin deposits, continued Professor Crawford, took place
both from the vessel lumen and from the vasa vasorum.
Small incrustations thus became organized throughout and
resulted in nothing more than some fibrous thickening of the
intima: but larger or superimposed deposits might be in-
completely organized, a layer of unorganized amorphous
debris persisting between the zones of surface and medial
organization.
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Experimental Production of Atherosclerosis
Dr. J. E. FRENCH (Sir William Dunn School of Pathology,

Oxford) described some of the ways in which atherosclerosis
can be produced in experimental animals. Spontaneous
atheromatous lesions were rare in animals, he said, but
could be produced artificially by procedures which caused
gross disturbance of the normal lipoid metabolism. This
might be achieved by adding excess cholesterol to the diet
of rabbits or chicks, and also by feeding cholesterol to
dogs with hypothyroidism and to Cebus monkeys main-
tained on a diet deficiept in methionine. A somewhat differ-
ent type of arterial lesion had been described in rats on a

diet deficient in choline.
The lesions produced by cholesterol feeding in experi-

mental animals showed an accumulation of cholesterol,
cholesterol esters, and other lipoids, mostly within macro-

phages, in the arterial intima, and in this respect resembled
the lesions of atheroma in man.
The intimal deposits seemed to be derived from the plasma

lipoids. Hypercholesterolaemia was an obvious factor, but
was probably less important than the relative proportion of
the different plasma lipoids. Thus the severity of lesions
might be reduced in rabbits by measures which, even in
the presence of marked hypercholesterolaemia, elevated the
relative concentration of phospholipid and neutral fat. A
further important factor was the type of complex which the
cholesterol formed with the plasma proteins. In animals
developing atheroma the greater part of the plasma
cholesterol was in the form of $3-lipoprotein-a reversal of
the situation in the normal animal. Analysis of the plasma
A8-lipoprotein complex in rabbits and Cebus monkeys devel-

oping atheroma had suggested further that the severity of
the lesions might be correlated with the c6ncentration in
the plasma of a particular cholesterol-containing component
of this complex. This c6mponent was not present in the
blood of normal animals. In addition to this component
the plasma of cholesterol-fed rabbits contained visible lipoid
particles responsible for about 50% of the total cholesterol.
Unlike the particles present in alimentary lipaemia, the
chylomicra, these particles in the cholesterol-fed rabbit were
not dispersed by the heparin-clearing reaction and might not
be able to leave the blood stream in a diffusible form.
From these considerations, Dr. French suggested that

abnormal cholesterol-containing lipoid complexes from the

plasma might accumulate in the arterial intima in one of

two ways: either relatively small molecular components of
the ,8-lipoprotein complex might permeate the endothelium
and precipitate in the intimal connective tissue; or the

larger particles might adhere to the surface of the endo-

thelium, there being taken up by macrophages and incor-

porated in the intima by overgrowth of endothelial cells.

Fat in the Diet

Professor H. W. FULLERTON (Department of Medicine,
Aberdeen), in considering the role of diet in the production
of atheroma, thought that progress had been delayed by
two factors: the belief that the lesion is a primary degener-
ation, and the assumption that cholesterol plays a primary
part in causation. The amount of cholesterol required to

produce atheroma in animals was enormous, out of pro-
portion to the rather modest amounts in the human diet.

Moreover, atheromatous plaques often contained other lipids.
The most notable change in the nation's dietary over the

last 50 years had been the increase in the consumption of

fat, and there was little doubt that the incidence of coronary
artery disease had also increased. Fat intake was greatest
in the higher-income groups, where coronary disease was

also greatest. Mortality rates were high in countries with

the greatest consumption of fat: they fell in Norway when

fat intake dropped during the war.
The striking incidence of atheroma in patients with

hypercholesterolaemia from various causes suggested that

the disease might be related in some way to the lipaemia
that occurs after fatty meals. Accordingly the speaker had

studied the effect of alimentary lipaemia on the mechanism
of clotting. He found a striking decrease in clotting time

three to four hours after a meal containing 85 g. of fat,
compared with controls on a normal ward diet. Those
patients whose clotting time was shortened had also macro-
scopic lipaemia. Most people at some time must presumably
exceed the critical level of fat intake at which clotting tends
to increase, but this could hardly be the only factor in
atheroma. Constitutional and sex differences were important,
and there might be variations in fibrinolytic activity. The
blood flow in the coronary arteries was greatly reduced
during ventricular systole, and might almost cease in the left
coronary; this would facilitate the deposition of preformed
fibrin, and might be the starting-point of atheroma.

Atherosclerosis Not the Whole Answer
Dr. J. N. MoRRIs (Social Medicine Research Unit of the

Medical Research Council) described the preliminary results
of a nation-wide inquiry into the epidemiology of coronary
atherosclerosis. A curious feature of mortality statistics in
the last 30 years had been a flattening out of the death
rate in middle-aged males. This was due mainly to the
high incidence in them of ischaemic heart disease and
carcinoma of the bronchus. In 1950 the highest death rate
from ischaemic heart disease occurred in the professional
classes and the lowest among semi-skilled workers. Deaths
were more common in town than in the country; and
sudden death from it was twice as frequent in London bus
drivers as in bus conductors.
A review of necropsy records at the London Hospital had

not shown any increase in the pathological evidence of
coronary atherosclerosis comparable to that which had
occurred clinically. There were other puzzling relationships
between the atherosclerosis and ischaemic heart disease. It
was therefore decided to investigate the prevalence of
coronary atherosclerosis and its various manifestations in a
large necropsy series. An appeal made to pathologists
throughout the country for help had .met with a very
generous response. The limitations of this kind of investiga-
tion were obvious; but some interesting pointers had already
appeared from a breakdown of the preliminary figures. A
miscellaneous group of patients-those dying from causes
other than ischaemic heart disease or conditions liable to
give rise to it-were used as the basis of a model of what
is going on in the population as a whole. At least three-
quarters of men had naked-eye pathological evidence of
coronary atherosclerosis by the age of 45, said Dr. Morris.
Ten to twenty per cent. of men between the ages of 45 and
70-the percentage rose with age-had many, or severe,
lesions comparable to those in patients with ischaemic heart
disease (though actually in the group of patients with clinical
evidence of the disease one-fifth of the necropsies showed
only moderate changes in the coronary arteries). If the
results of this analysis could be accepted as roughly appli-
cable to the general population, these estlmates of 10 and
20% had to be compared with estimates of 1 and 5% at
the same ages for those with clinical ischaemic heart disease,
and the annual mortality from the disease of I in 1,000 in
the former group with that of 1 in 150 in the latter group.
It should not be assumed, therefore, that the causes of
coronary atherosclerosis are sufficient to cause ischaemic
heart disease. Additional social factors might be involved
in the production of the clinical disease, and these might offer
opportunities for preventive action.

Discussion
In the discussion which followed, Dr. J. E. CoTEs (Cardiff)

gave details of a small survey of miners in the Rhondda
Valley. The incidence of clinical ischaemic heart disease
was significantly greater in the heavier miners and in those
with higher blood pressures. Dr. Z. A. LEITNER (London)
mentioned that the a-lipoprotein concentration was lower
in women than in men, and could be decreased by castration
and increased by testosterone. A number of questions were

asked about the part played by stress. At the moment diet
and occupation seemed to be more important factors, but
Dr. MORRIS hoped that psychological and endocrinological
methods could soon be applied to population studies of
cardiovascular disease in middle age.
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