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of the judge-and medical jargon must be avoided like the
plague. Even though the judge and learned counsel may know
as much medicine as the medical witness, they pretend not to
when it suits them, mainly for the benefit of the lay jury. The
more junior the doctor, the more extravagant the medical
terminology: "periorbital haematoma" when he really means
"a black eye" or "bilateral ventricular cardiomegaly" when he
means "big heart."
The doctor should take any records relevant to the case

with him to court and make some effort to know what is in
them before the denouement in the witness box. Judges,
coroners, and magistrates tend to steam gently from the ears
if the medical witness gives the impression that he has only
vaguely heard of the patient; knows nothing of the history;
and has even forgotten to bring the single tattered, dog-eared,
and illegible card that constitutes the whole of the medical
record.
Though the doctor should speak up in volume, he should

know when to shut up in length. Nothing is more joy to a
barrister's heart than to hear the doctor rambling on far
beyond the necessity of answering the question. To the older
medical witness sitting in court it can be an interesting if sad
experience to listen with fascination to some sadistic counsel
leading a voluble doctor along a flower-strewn path to a
gigantic mantrap which has been dug at the distal end.
The medical witness should never be afraid of saying "I

don't know" rather than flounder and wallow into some half-
hearted opinion and spurious explanation because he feels that
he must keep his end up. The younger doctor, particularly,
may believe that it is a personal slur on his abilities if he does
not have an answer for every question, but the hard school of
experience makes the more wily expert witness terminate
unwelcome probings with a judicious expression of ignorance.

Probably the most useful advice for the doctor is sharply to
delineate the evidence to which he is going to swear and not
to go one micron beyond it in the witness box. This means that
his mind has to be made up long before the case gets to court,
at the time when he makes his statement or deposition. So
frequently what a doctor says at the bedside or corpse-side
differs remarkably from what he is willing to say when faced
by counsel. He should decide initially how far he is going to
go, come "up to proof," which is expected of him, but not
make wild excursions beyond this corpus of fact or opinion, so
laying himself open to destruction by opposing counsel.

Finally, the doctor should always remember that he is there
to help the court and the administration of justice. He is not
there in a fiercely partisan role, whether for prosecution or
defence. He will have to live with his medical colleagues after
the verdict is reached, and there is no quicker way of becoming
unpopular than to introduce obvious bias and wild theories
patently calculated to weigh down the scales of justice.

Chasing the cause of Crohn's
disease
The clinician looking at Crohn's disease sees "a curious
hybrid betwixt and between inflammatory disease and malig-
nant disease."1 The hybrid is not only curious but frustrating.
Time and again research into the cause of the disease seems to
have led into a blind alley.2' One avenue which has remained
surprisingly little explored is diet. Diet is the main variable in
the environment of the intestine, and Crohn's disease, despite

all its bizarre manifestations in joints, skin, and eyes, is essenti-
ally an intestinal disorder. But where in the diet to look ? Clues
should come from the epidemiology of the disease.

Unfortunately, information on the prevalence of Crohn's
disease in different countries is very patchy, so that only
generalisations are permissible. Populations prone to the
disease all seem to be highly developed, with north-western
Europe and North America leading the way and the southern
hemisphere lagging behind.5 Kyle was struck by the resem-
blance between the global distribution of Crohn's disease and
that of diverticular disease.5 The best documented epidemio-
logical fact about Crohn's disease is that, throughout Europe,
it has greatly increased its frequency since the 1950s.A2 This
period has seen many environmental changes in Europe-
including the increasing use of technologically processed
foods. Food processing requires many different techniques,
which, in Britain, include the use of nearly 3000 chemical
additives.13 Food processing also removes fibre from food.
Some have been anxious that chemical additives14 and fibre-
depleted foods15 17 may be pathogenic to the small intestine,
but real evidence has been lacking.
Now two studies have been reported which point strongly

to processed foods. In West Germany Martini and Brandes'8
used a questionnaire to compare the dietary habits of 63
patients with Crohn's disease and 63 matched controls. There
was no difference in the intakes of most food items, including
cereal products, dairy products, meat products, eggs, fats,
vegetables, and beverages. Nevertheless, patients with the
disease ate significantly more sugar and sweets and more
sweetened bakeries (cakes, biscuits, and tarts). Before their
symptoms began they had eaten even more of these sugary
foods, amounting to more than twice the controls' intakes.
Martini and Brandes point out that sugary foods tend to con-
tain many chemical additives, such as dyes, flavours, and
stabilisers, but they also suggest that a high sugar intake itself
could influence the intestinal flora to produce compounds
toxic to the mucosa. Whatever the mechanism, these findings
cannot be ignored. It is widely accepted that a refined, low-
residue diet is harmful to the teeth and gums and to the colon
and rectum-that is, to the foregut and the hindgut. It is not
implausible that the same foods might harm the midgut as
well. Here, surely, is a fertile field for research groups in
gastroenterology. There are practical implications too. Cur-
rently, patients with Crohn's disease are often recommended a
low residue diet, which in practice is a sugary diet. Could such
a diet actually perpetuate the condition, or be responsible for
the recurrences which are the most trying feature of this
disease ?

In this issue of the BMJ (p 943) comes another challenging
dietary study. In comparing the breakfast habits of 34 patients
with Crohn's disease and 68 matched controls, Dr James
has found that consumption of cornflakes is considerably
greater in the former. He found no association with other
breakfast foods. It is perplexing that cornflakes should be
singled out in this way. Since cornflakes are by far the most
popular ready-to-eat breakfast cereal, could the real association
be with breakfast cereals in general ? But then a common factor
must be found. The raw materials are varied, including rice,
wheat, and oats as well as corn (maize). The preparation of
cornflakes and of rice cereals removes the fibre-rich outer
coats from the cereal grains, so these products must be re-
garded as refined carbohydrates, like the sugar incriminated
by Martini and Brandes. It is hard to blame maize itself. In
unprocessed or lightly processed form maize has long been
the staple food of millions in the southern United States,
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Mexico, and Southern Africa, and reports of Crohn's disease
from these areas are few indeed. The validity of James's
finding should be checked by epidemiological studies. What
is the prevalence of cornflake eating in communities with
differing prevalences of Crohn's disease ? In continental Europe
some other factor must be operating, since cornflakes are
seen on few continental breakfast tables, yet the disease is as
common there as in Britain.'9 Perhaps, in the light of Martini
and Brandes's work, it is pertinent to ask, is it breakfast corn-
flakes or the sugar which is usually sprinkled on top of them
that is the real culprit ?
A viral aetiology of Crohn's disease has been suggested by

some recent studies,20 21 though disputed by others.3 4 A viral
theory is not incompatible with a dietary aetiology. After all,
some environmental factor characteristic of the mid-twentieth
century must be found to explain why a slow virus (if such it
is) finds the modern human intestine such a congenial dwelling
place; and in fact a dual aetiology seems fitting for a hybrid
disease.
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The chilblain wolf
Lupus pernio, the chilblain wolf, is a far cry from the original
conception of lupus. The name originated in the thirteenth
century' with the tissue destruction and ulceration giving the
impression of a wolf gnawing at the flesh. Lupus and cancer
were thought of together, but lupus was used for ulcerations
ofthe leg, cancer (or Noli me tangere) for facial lesions.2 Daniel
Turner3 certainly made the distinction: "When this Disease
affects the Parts of the Face .. . being enraged-by the Applica-
tion of any even the mildest Medicament, it is for that Reason
named Noli me tangere, or don't meddle with me. . If it
seize upon the Legs and Thighs, it is termed Lupus, the Wolf;
for that it is, say some, of a ravenous Nature, and like that
fierce Creature, not satisfied but with Flesh." And, with
tongue in cheek, he retailed the story of "a Woman who vow'd
that in Time of dressing one of these Ulcers by a villainous
Empiric (a famous Cancer Doctor) when they held a piece of

raw Flesh at a distance from the Sore, the Wolf peept out, dis-
covering his Head, and gaping to receive it."
The use of lupus for facial lesions did not become estab-

lished until Willan applied it to a particular kind of ulceration
characterised by millet seed tubercles, illustrated by Bateman
in the Delineations of Cutaneous Disease in 1817. Willan's lupus
is recognisably lupus vulgaris, a disease of which the tubercu-
lous nature, long suspected, was proved bacteriologically by
Cornil and Leloir in 1883.4

In 1851 the lupus picture had been broadened by Cazenave,5
who decided that a particular kind of facial erythema that led
to scarring and had been known by a variety of names in-
cluding seborrhoea congestiva (Hebra) belonged in the lupus
group. He called it lupus erythematodes, and we know it as
lupus erythematosus. The great Jonathan Hutchinson6 used
the term chilblain lupus to describe the action of cold in
developing the lesions of lupus erythematosus, but he was
careful to say that it differed from chilblains in being brought
on by hot weather as well as cold.

In 1889 Besnier7 described a man of 34 whose face and ears
were affected by what looked like a permanent chilblain, but
the skin did not feel cold and the disease persisted inde-
pendently of the season. The affected parts became infiltrated
and dusky, and eventually his nose became twice its normal
size. Though the nostrils were crusted, the lesion as a whole
did not ulcerate. He called this disease lupus pernio but
acknowledged that it was not the same as Hutchinson's
chilblain lupus.

Rabut8 reviewed lupus pernio in 1922. He drew attention in
particular to the work of Schaumann' of Stockholm, who had
concluded that lupus pernio was a skin manifestation of a
systemic disease that could affect the lymph nodes in many
sites; bones (with fusiform swellings of the fingers and trans-
lucencies on their x-ray films); the lungs (with hilar or
parenchymal shadows); and enlargement of the tonsils, the
spleen, and the liver, The skin, lymph nodes, tonsils, and bone
lesions shared a common histopathology that was something
like tuberculosis, but the lesions did not caseate, and they
tended to fibrose rather than calcify. His fourth patient com-
bined systemic features' not with lupus pernio, like the others,
but with nodular sarcoidosis of Boeck'0 (alias Mortimer's
malady of Jonathan Hutchinson"1), so that Schaumann con-
cluded that it and lupus pernio were both manifestations of
this systemic disease that we now call sarcoidosis.
Lupus pernio is, then, a form of chronic sarcoidosis, in dis-

tinction to erythema nodosum and the maculopapular
eruptions that are so often transient initial manifestations of
the disease.12 The lesions of lupus pernio are purplish or
bluish; persistent; indolent; indurated to varying degrees;
and commonly affect the nose, cheeks, and ears. They do not
ulcerate, and they bear only a superficial resemblance to
chilblains. Any of the systemic manifestations of chronic
sarcoidosis may accompany lupus pernio. James13 has empha-
sised the wide range of specialists who may be concerned; but
lupus pernio is especially associated with lesions of the upper
respiratory tract, the eyes, and bone.14 While sarcoidosis in
general occurs equally in the sexes, lupus pernio is nearly six
times commoner in women.
The importance of lupus pernio to the physician is the lead

it gives to other organs that may be affected by sarcoidosis.
To the patient the disfigurement is a primary concern-a fact
that the physician should take seriously, because defilement of
the patient's image of himself may lead to social death.
Systemic corticosteroids will be required if there is pro-
gressive disease of lungs or eyes. The skin is managed best by
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