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Nevertheless, in many children and adults ascaris infection is
symptomless, an ideal host-parasite relationship apparently
having been established.

Edington, G M, and Gilles, H M, Pathology in the Tropics, 2nd edn.
London, Arnold, 1976.

2Denzler, T B, and Gunning, J-J, Archives of Internal Medicine, 1976, 136,
1044.

3Crane, P S, Pak, Y H, and Lee, H K, Annals of Surgery, 1965, 162, 34.
4Gilles, H M, British Medical_Journal, 1976, 2, 1314.

Mucocutaneous lymph node
syndrome: a new disease
In 1961 Japanese physicians began to see cases of a mysterious
new disease affecting infants and young children. Kawasaki
tentatively named it the mucocutaneous lymph node syndrome
(MLNS) of infancy, and in 1967 he reported his experience
of 50 cases in a Japanese journal. His paper was quickly
followed by more reports, also in Japanese, and in 1970 the
Japanese Government set up a research committee to examine
the clinical manifestations of MLNS, its pathogenesis, and its
apparently increasing incidence. By 1973 this committee
had already received details of 4000 cases.
Once the disease was described in English language

journalsl 2 cases began to be reported from outside Japan:
in Hawaii,3 Korea,4 and Greece- and eventually in white
children in the United States. Recently Darby and Kyong6 de-
tailed a typical case in a 2--year-old white American girl and
told of the identification of cases in South Carolina once
groups of practitioners there had seen descriptions and photo-
graphs of the clinical signs.

Kawasaki's name for the disorder has stuck. The clinical
picture of MLNS is striking, and it really seems to be a
new disease rather than the result of clustering of unusual or
selected features of other disorders. The Japanese research
committee found that most patients were under 5 years and
that half were less than 2. Typically, a child becomes acutely
ill with fever, dry lips, red mouth, and undue protuberance
of the tongue papillae. On the third or fourth day a generalised
polymorphous exanthem appears and becomes confluent, bright
red in a glove-and-sock distribution. The skin becomes
indurated and oedematous and eventually desquamates from
the fingers and toes. Cervical lymphadenitis is common, but
the nodes do not suppurate. Nonspecific acute phase reactants
in the blood are all positive-a polymorphonuclear leucocytosis,
raised ESR, raised a2-globulin, and positive C reactive protein.

Recovery is usual, during the second to fourth weeks, but
the course may be complicated by aseptic meningitis, arth-
ralgia or arthritis, jaundice with a slight increase in serum
transaminases, and myocarditis or cardiac infarction. Never-
theless, 1-2% ofreported cases ended fatally: death was sudden
in all and was caused by coronary artery thrombosis.
There is no response to antibiotics, and no treatment has so

far been shown to have any effect on the course of the disease.
No bacterial origin has been found; antistreptococcal antibody
titres are low. No virus has been isolated, and complement
fixation tests are negative. Recently, however, Hamashima
has reported rickettsia-like bodies in biopsy specimens of
skin or lymph node in 12 out of 23 patients.7 These bodies
were found in the cytoplasma of macrophages, in endothelial
cells of arterioles, and clustered inside the vascular lumina.
Further studies are being made.
The pathological features of the fatal cases are distinctive

and important. Of the 168 cases reported by Kawasaki four

ended in sudden death. All the fatal cases have shown coronary
artery thrombosis with aneurysm formation resembling that
seen in infantile polyarteritis nodosa.8 The development of
myocardial infarction and the angiographic abnormalities
found in surviving cases suggest that this complication may
cause permanent cardiac damage.
The differential diagnosis is from the infantile form of

polyarteritis, Stevens-Johnson syndrome, and scarlet fever.
MLNS affects a generally younger age group than the last
two, though there is overlap, but, more importantly, the
glowing redness and induration of the extremities seems to be
a pathognomonic feature. Coronary artery lesions are excep-
tional in children's diseases (apart from infantile polyarteritis)
and are not found in either Stevens-Johnson syndrome or
scarlet fever.

So far it is unknown whether the disease is really new or only
newly recognised, but it seems unlikely that such a striking
entity could have evaded description until so recently. Prob-
ably, therefore, a cause will be found (as in other "new"
diseases recently described, such as Lassa fever and kuru)
and this may be infective. If so the change in incidence may be
attributable to a change in the behaviour, distribution, or
virulence of the causal organism. The speed with which cases
have been reported from outside Japan as soon as the disease
became more widely known suggests that medical practi-
tioners in Britain should be aware of MLNS and on the look
out for it. As the disease becomes better recognised epidemio-
logical studies may help towards a solution.
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Doctors and pressure groups
Anyone who joins a pressure group has to be committed to the
cause. Long hours need to be spent on committees, planning
campaigns, marching, lobbying MPs, and bombarding the
press with information; and only enthusiasts are prepared to
give their time and energy on the scale required, often for no
financial reward. So the partiality of campaigners should not be
surprising, whether their target is smoking, Concorde,
fluoridation, or experiments on animals. Their techniques have
much in common with successful advocates, who choose their
questions with care, and even when restricted by the rules of
court can often lead a witness into making damaging
admissions. Doctors should not be surprised when they are
asked somewhat loaded questions on emotive topics such as
abortion or euthanasia, and they should pause and think before
answering-and perhaps refuse to answer at all if the question
is of the familiar pattern of "Have you stopped beating your
wife? Answer yes or no."

In recommending an attitude of circumspection and caution
we are not trying to turn the clock back to the bad old days
when doctors never talked to the press. Indeed, so much good
has come from easier relations with journalists, and so much
current coverage of medical questions by the radio, television,
and newspapers is fair that it is sad that any warning is
needed. Yet there are occasions when doctors may find
themselves lending their authority to distortions of their
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opinions ifthey do not take care. The Gallup Poll questionnaire
on abortion criticised by Professor Richard Beard and Mr
D B Paintin (p 448) is one example, for quite clearly these
two obstetricians believed that the range of answers provided
could not express their views.

Another insidious trend is the use of "pseudopatients."
On several occasions journalists working on projects dealing
with mental illness, abortion, and similar topics have presented
themselves to doctors as patients, telling a completely false
story. Doctors do not expect their patients to lie (except
perhaps on specific aspects of their histories) and generally are
not alert to the possibility. The defence societies have had
complaints from doctors who claim to have been misreported,
misrepresented, and unfairly criticised in articles based on
such interviews.
What conclusions may be drawn? Firstly, most occasions

when doctors are contacted by the press should not be a cause
for alarm. Nevertheless, it is always reasonable to ask for time
to think about the answer and to confer with colleagues: no
reporter minds being asked to call back in 20 minutes.
Secondly, there is no obligation on anyone to talk to the press,
or fill in questionnaires, or comment on an interview with a
reporter who had posed as a patient. If the form of the
questioning or its subject matter makes an individual doctor
uneasy, his best course is to say nothing; firmly, politely, but
nothing.

Stress, coronary disease,
and platelet behaviour
"Stress" is widely believed to cause ischaemic heart disease.
Even so, we still have no clear definition of stress,' nor can
any of the evidence put forward to support the stress concept
be accepted uncritically.2
Two quite different human attributes are labelled as stress.

Firstly,3 there is the "individual's response to nervous tension
and to the emotions aroused by occupational and domestic
anxieties," an interaction between the individual and external
events. Secondly, the term is used to describe certain person-
ality types who are especially prone to coronary disease because
of the innate conflicts they generate within themselves. Both
Osler4 and Russek5 suggested that severe emotional strain
could contribute to coronary disease. Nevertheless, before we
extrapolate this idea to the belief that the excess coronary
mortality in developed countries is due to the "stress" of life
there we need to remember Arnott's comment6 that "the life
of a physician in Birmingham is surely much less stressful than
that of a peasant in the Yangtse valley with the ever-present
menace of flood, famine, pestilence and war." People may,
however, be fatalistic about events over which they have little
control, so that internal conflicts could be more stressful than
external disasters.
The concept of a coronary-prone personality, racked by

such internal conflicts, was first outlined by Dunbar7 and has
been progressively refined by Friedman and Rosenman.8 They
linked striving, or so-called Type A, behaviour, with an
enhanced risk of coronary disease, but it has proved difficult
to obtain reproducible confirmation of this view.9 Moreover,
studying occupational "stress," Pell and D'Alonzo10 found
that the attack rate from coronary disease was low in upper
executives, while Hinkle" showed that an individual's position
or his mobility within a large organisation did not relate to his

risk of a coronary, whereas educational status on entry to
employment did: "no-college men" had an enhanced risk
irrespective of their subsequent role within the firm.

If "stress" had been shown to be an aetiological factor in
coronary disease there would have been no shortage of possible
pathogenetic mechanisms. Thus serum lipid concentrations,
blood pressure, and platelet activity are all modified by cate-
cholamines. Mitchell and Sharp12 showed that adrenaline and
noradrenaline were potent platelet-aggregating agents, while
Ardlie et al'3 have shown that they make platelets more
responsive to other agents such as ADP and thrombin. Could
measurements of platelet behaviour therefore be a guide to the
degree of stress prevailing at the time of a blood sample?
Unhappily, there is no evidence that tests of platelet behaviour
in vitro accurately reflect true platelet functions or platelet
behaviour in vivo.14
Two technical problems also need to be remembered.

Firstly, if the catecholamines released by stress produce
intravascular aggregation in man as well as in animals'5 then
the circulating platelets available for testing will be those that
have proved less responsive to catecholamines and so might
then show diminished adrenaline-induced aggregation in vitro.
Secondly, platelet-rich plasma obtained from people who are
stressed both physically and mentally changes its aggregating
activity on storage.'6 These two uncontrollable variables may
account for the diverse results obtained when tests of platelet
behaviour has been applied to stressed individuals. Not only
has physical exercise been shown to decrease aggregation"7 but
also to increase it.18 Where increased platelet activity has been
observed, however, it has been reduced by P-blockade.'9
Stressful diagnostic procedures in man may enhance ADP-
induced aggregation,20 whereas in animals painful injuries may
depress it,2' and a similar depression ofADP and catecholamine
aggregation has been described in a group of interns im-
mediately after they had presented cases on stressful grand
rounds.22

Until we are sure what we are measuring with our laboratory
tests of platelet behaviour we should be cautious in accepting
any results as indicators of stress. Otherwise, to paraphrase
Wilde's strictures about fox-hunting, we may find ourselves
using the inexplicable to pursue the indefinable.

Connolly, J, British Journal of Hospital Medicine, 1974, 11, 297.
2 Keys, A, Atherosclerosis, 1975, 22, 149.
3 Joint Working Party of the Royal College of Physicians of London and the

British Cardiac Society: Prevention of Coronary Heart Disease,Journal
of the Royal College of Physicians of London, 1976, 10, 213.

4 Osler, W, Lancet, 1910, 1, 697, 839, 973.
5 Russek, H I, Journal of the American Medical Association, 1959, 171, 503.
6 Arnott, W M, British Medical Journal, 1954, 2, 887.
7 Dunbar, F, Psychosomatic Diagnosis. New York, Hoeber, 1943.
8 Friedman, M, and Rosenman, R H, Type A Behaviour and Your Heart.

London, Wildwood House, 1974.
9 Keith, R A, Lown, B, and Stare, F J, Psychosomatic Medicine, 1965, 27,

424.
10 Pell, S, and D'Alonzo, C A, Journal of the American Medical Association,

1963, 185, 831.
11 Hinkle, L E Jr, et al, Science, 1968, 161, 238.
12 Mitchell, J R A, and Sharp, A A, British J'ournal of Haematology, 1964,

10, 78.
13 Ardlie, N G, Glew, G, and Schwartz, C J, Nature, 1966, 212, 415.
14 Hampton, J R, and Mitchell, i R A, in Human Blood Coagulation,

Haemostasis and Thrombosis, 2nd edn, ed R Biggs, p 536. Oxford,
Blackwell, 1976.

15 Haft, J I, and Fani, K, Circulation, 1973, 47, 353.
16 Harrison, M J G, Emmons, P R, and Mitchell, J R A,J'ournal of Athero-

sclerosis Research, 1967, 7, 197.
17 Pegrum, G D, et al, Nature, 1967, 213, 301.
18 Warlow, C P, and Ogston, D, Acta Haematologica, 1974, 52, 47.
19 Frishman, W H, et al, Circulation, 1974, 50, 887.
20 Gordon, J L, et al,3Journal of Pathology and Bacteriology, 1973, 26, 958.
21 Eurenius, K, and Rothenberg, J, J'ournal of Laboratory and Clinical

Medicine, 1974, 83, 355.
22 Haft, J I, and Arkel, Y S, Chest, 1976, 70, 501.

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J: first published as 10.1136/bm

j.1.6058.407-a on 12 F
ebruary 1977. D

ow
nloaded from

 

http://www.bmj.com/

