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but the blood glucose concentration falls more variably and
slowly than during continuous insulin infusion. Intramuscular
insulin is more slowly absorbed from the injection site: a
loading dose should therefore be given, and thereafter
(because of the longer half life by this route) hourly injections
will maintain the correct serum concentration.7 8 Subcutaneous
insulin is absorbed from the injection sites too slowly and
erratically to be of value in treating very sick patients.2

Soluble insulin (or one of the neutral soluble insulins)
should always be used for managing diabetic emergencies.
The dose for correcting ketoacidosis is much smaller than was
supposed,9 10 and insulin resistance is extremely rare. Most
reports have described insulin infusion rates of between 2-4
and 12 units per hour4 11-15, r 0-1 unit per kg per hour for chil-
dren.61617 These doses certainly achieve the required serum
insulin concentrations and there is a remarkable consistency
in the resulting blood glucose responses."1112 Smaller amounts
are less effective'8 and inadequate for treating ketoacidotic
patients. The recommended dose by intramuscular injection,
which requires no special apparatus, is 5 units hourly preceded
by a loading dose of 20 units.7 8

Comparisons between these small dose insulin regimens
and those using much larger amounts8 14 have shown that the
blood glucose and ketone responses are very similar, with
blood glucose falling by more than half of its initial concentra-
tion within four hours of starting treatment. Small doses have
the advantage that hypokalaemia is less likely,7 8 14 though it
may still occur if insufficient potassium is given. The rise in
lactate concentrations observed after larger doses7 8 11 does
not seem a problem with small-dose regimens, and late
hypoglycaemia is also less common, though even in the past
this was not an important complication.
The need for additives (albumin or polygeline) to the insulin

solution to avoid excessive insulin loss by adsorption on to
glassware and plastic has been much argued.'9-2 -This is
unnecessary if excessively dilute insulin solutions (such as
may result when small amounts are added to drip bottles)
are avoided. At a concentration of 1 unit/ml of soluble insulin
in saline, which is suitable for use in an infusion pump, the
loss is negligible: in a comparison of glucose and ketone
responses with and without added albumin no difference was
detected.'1 22 Even at an insulin concentration of 1 unit in
10 ml saline the loss is still unimportant.20 The addition of
albumin or polygeline or even small amounts of the patient's
own blood2' makes a simple treatment more complicated. It is
better to use insulin at an adequate concentration without any
additive.
These new insulin regimens are, then, simple, safe, and

effective. The same dose may be used for all patients whether
they have been previously treated with insulin, are ketoacidotic
or not, and regardless ofthe initial blood glucose concentration.
The presence of infection causes a small decrease in the rate of
fall of blood glucose concentrations,4 711 and patients without
ketosis are rather more sensitive to insulin. Frequent bio-
chemical analyses must still be performed, however, both to
detect the patient who is unresponsive and to control the
amount of potassium which needs to be given. But above all
it is the simplicity and reliability of these new treatments
which commend them to doctors, so that the reluctance ofsome
authorities in the USA23 to recommend them is surprising24.
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Ascaris infection

Ascaris lumbricoides has a world-wide distribution with a peak
age-specific prevalence in the tropics in children between 3 and
8 years. Infection is acquired by ingestion ofeggs contaminating
food or drink. During the migrating phase the larval stages may
give rise to a pneumonitis 4-16 days after infection, with fever,
cough, expectoration, eosinophilia, and pulmonary infiltration;
larvae may be found in the sputum. How important this larval
migratory stage may be as a cause ofmorbidity and mortality in
tropical areas is difficult to assess.' Established infection,
however, gives rise to a variety ofclear-cut symptoms and signs.
The presence ofthe adult worms (about 20 cm long) in the small
intestine results in gastrointestinal discomfort and vomiting,
but the most important result of a heavy ascaris infection is
small bowel obstruction. This complication usually occurs in
children but may occasionally present in adults2; as many as
1000 worms weighing a total of 4 kg have been extracted from
a single patient.3

Migration of the adult worm may occur to almost anywhere
in the body, but especially in and about the gastrointestinal
tract. Complications may include volvulus and gangrene of the
bowel, intussusception, appendicitis, intestinal perforation and
peritonitis, pancreatitis, pyogenic cholangitis, acute chole-
cystitis, obstructive jaundice, and perforation of the bile ducts.
Adult worms have also been described in the eustachian tube,
the paranasal sinuses, and even within the cavity of the heart
itself. Both granulomatous peritonitis and hepatitis have been
ascribed to the presence of ascaris ova.
The diagnosis of ascaris infection usually depends on

finding the characteristic eggs in the stools. Occasionally
the diagnosis may be established by chance by radiological
examination of the abdomen, with or without barium. Plain
films show the worms as linear or round opacities surrounded
by gas, while in a barium study the worms usually appear as
tubular filling defects surrounded by contrast material.
By choice the treatment of intestinal obstruction due to

ascaris worms should be conservative, with intravenous fluids
and nasogastric suction followed by the appropriate anthel-
minthic4 when the acute symptoms and signs have subsided.
Other complications are treated by conventional means.
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Nevertheless, in many children and adults ascaris infection is
symptomless, an ideal host-parasite relationship apparently
having been established.
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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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