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Eosinophilic fasciitis
In the past six years at least 17 journals (including the BMY)
have published papers on what is variously called eosinophilic
fasciitis or the Shulman syndrome, after the first case report2
in 1974.
The description of the syndrome has followed the classic

pattern: firstly, a tentative report based on one or two cases-;
next, other isolated reports from many countries and many
disciplines; and now the third stage, at which single centres
(such as the Pittsburgh group,3 who first coined the term
eosinophilic fasciitis), are able to give a detailed account of
the pathological changes in 20 or more cases.4
Many clinicians see eosinophilic fasciitis as just a variant

of scleroderma, while for others it is an entity. The character-
istic feature is a widespread, often symmetrical sclerosis
affecting especially the limbs but also the trunk. The fingers
and face are usually, but not invariably, spared. Raynaud's
phenomenon occurs only exceptionally, and most reports
have described no systemic lesions apart from the carpal
tunnel syndrome, which has been found in about one-third
of cases. The sexes are equally affected. In up to half the
cases the onset of symptoms seems to follow unaccustomed
severe exercise. The characteristic pathological change is a
thickening and inflammation of the deep fascia, best shown
by a full-thickness biopsy specimen going through skin,
subcutaneous tissue, and fascia, and into muscle. A distinctive
feature of the syndrome is the presence of a blood eosinophilia,
up to 4 x 109/1 (4000/mm3), though this may be transient, and
tissue eosinophilia is unimpressive. There may also be
hypergammaglobulinaemia.
The natural course of eosinophilic fasciitis is of a chronic

disease, evolving over several months, but with a tendency
then for spontaneous improvement, though contractures may
persist. Response to treatment is difficult to assess in a disease
with a definite but variable tendency to regress, but cortico-
steroid drugs given by mouth over many months often seem
to help-in contrast to their failure in most other types of
scleroderma.

Scleroderma is often broadly subdivided into localised
scleroderma or molphoea and progressive systemic sclerosis.
It is too early to know whether eosinophilic fasciitis really is a
definite "disease entity" or merely a variant of generalised
morphoea, a well-recognised albeit ill-understood disease.5 6
In favour ofits being a deep version ofcutaneous scleroderma7 8
are the histological changes spreading up into the dermis,
where they are indistinguishable from morphoea; the associa-
tion in the same patient of typical eosinophilic fasciitis and
typical plaques ofmorphoea; and the ability of linear morphoea
to extend deeply through skin and into fascia, muscle, and
even bone. Other types of scleroderma may also have blood
eosinophilia.8-10
On the other hand, sclerosis of the skin and soft tissue

occurs in many processes other than scleroderma and its
variants.5 6 Until we know more of the pathological nature of
this sclerosis there is much to be said for recognising eosino-
philic fasciitis as a clinical syndrome but not being surprised
that its delineation from other diseases is often blurred. The
long controversy about the relation of morphoea and systemic
sclerosis and the exact status of generalised morphoea suggests
that similar arguments about the classification of eosinophilic
fasciitis are likely to continue.

'Stubbs SL, Hughes GRV. Eosinophilic fasciitis. Br MedJ3 1977;i:948-9.
2 Shulman LE. Diffuse fasciitis with hypergammaglobulinemia and

eosinophilia: a new syndrome? J7 Rheumatol 1974;1: suppl:46.
3 Rodnan GP, di Bartolomeo AG, Medsger TA, Barnes EL. Eosinophilic

fasciitis: Report of 7 cases of a newly recognized scleroderma-like
syndrome. Arthritis Rheum 1975 ;18 :422-3.

4 Barnes L, Rodnan GP, Medsger TA, Short D. Eosinophilic fasciitis: a
pathologic study of twenty cases. Am J Pathol 1979;96:493-518.

5 Jablonska S. Scleroderma and pseudoscleroderma, 2nd ed. Warsaw:
Polish Medical Publishers, 1975.

6 Rowell, NR. In: Rook, AJ, Wilkinson DS, Ebling FJ, eds. Textbook of
Dermatology, 3rd ed. Oxford: Blackwell, 1979.

GCaperton EM, Hathaway DE, Dehner LP. Morphea, fasciitis, and
scleroderma with eosinophilia: a broad spectrum of disease. Arthritis
Rheum 1976;19:792-3.

8 Person JP, Daniel Su WP. Subcutaneous morphoea: a clinical study of
sixteen cases. Br J Dermatol 1979;100:371-80.

9 Fleischmajer R, Jacotot AB, Shore S, Binnick SA. Scleroderma, eosino-
philia, and diffuse fasciitis. Arch Dermatol 1978;114:1320-5.

10 Don IJ, Khettry V, Canoso JJ. Progressive systemic sclerosis with
eosinophilia and a fulminating course. Am J Med 1978;65:346-8.

Viruses and winter vomiting
disease
Winter vomiting disease was first described 50 years ago' by
John Zoharsky in St Louis as an epidemic disease consisting
of vomiting, colicky pain, and diarrhoea. Zoharsky recognised
that it was not a true enteritis, but, despite recent advances in
the diagnosis of acute intestinal viral infections, it can be
difficult to differentiate from acute non-bacterial or juvenile
gastroenteritis. Clinically, the main distinguishing features
seem to be that winter vomiting disease is seen only in
epidemics and that vomiting is more prominent than
diarrhoea2: children of school age are affected more often than
the younger babies, in whom acute non-bacterial gastro-
enteritis is so prevalent. Nevertheless, the two diseases
overlap. Virological investigation may not have much to offer
in the management of an individual patient, but it is probably
the only way to assess the part played by the numerous viruses
which have been identified in the diseases.

Rotaviruses3 are the main (though not the- only) cause of
acute non-bacterial gastroenteritis.4 The cause of winter
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vomiting disease is less clear. Various viruses have been impli-
cated, mostly discovered by electron microscopy of stools.
Unfortunately none of the candidate viruses grow in tissue
culture and this has greatly hampered investigation of their
pathogenicity. Nevertheless, techniques such as feeding the
viruses to volunteers and immune electron microscopy have
yielded much useful information. The main viruses found by
these methods have been the Norwalk,5 Montgomery County,
and Hawaii agents in the United States,6 and the W,7 Harlow,
and Ditchling agents9 in Britain. By far the best studied of
these is the Norwalk agent, but several general conclusions
about all ofthem have emerged. The viruses are small (they are
all about the same size9-"1) and in most cases feeding them to
volunteers reproduces alimentary symptoms.6 711-13 Antibody
is produced after both natural and experimental infections.1011 13
The relations between the viruses are confused. The Norwalk
and Montgomery County agents are antigenically similar but
differ from the Hawaii agent." The British W and Ditchling
agents appear identical but they in turn differ from both Nor-
walk and Hawaii agents.6 9 Recently, another virus which
appears identical with the Norwalk agent on electron micro-
scopy has been reported in a hospital and community outbreak
in Britain, though its antigenic relation to the Norwalk virus
is unknown.'4
Now a calicivirus has turned up as a cause of winter vomiting

disease.'5 16 Caliciviruses have a distinctive appearance'7 and
are best known as faecal viruses of such diverse species as sea-
lions, pigs, and cats.'8 The human variety was first reported by
Madeley and Cosgrove'9 but without any association with
disease. Flewett and Davis confirmed finding calicivirus in
human stools, but in this instance in two babies with gastro-
enteritis.20 Cubitt, McSwiggan, and Moore'6 have now reported
calicivirus associated with a typical outbreak of winter vomiting
disease in a London school. The virus was present in the stools
of seven of the 13 children affected. All the children developed
antibody, though a teacher (the only adult affected) did not.
Virus disappeared from the stools by the sixth day after onset
and could not be found in the stools of healthy children in the
school. This is convincing evidence that calicivirus caused the
outbreak. Confirmation of the role of calicivirus in alimentary
infections has also come from Japan, where Chiba and his
colleagues2' found it to be the cause of an outbreak of acute
infectious diarrhoea in an infant's home. Here again the
problem of differentiating winter vomiting from acute non-
bacterial gastroenteritis becomes apparent.

Calicivirus is certainly not the only cause of winter vomiting
disease, and in any event it may sometimes be present in the
stools of babies without symptoms.22 The part played by the
various viruses reported in both winter vomiting disease and
acute non-bacterial gastroenteritis will be worked out only by
thorough virological investigation of outbreaks, preferably
notified at an early stage when specimens are available from
patients with acute disease.
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Drugs and alcohol
One elderly diabetic taking tolbutamide asked his doctor if he
might have a drink to celebrate Christmas; he was told
categorically that he must not. No doubt the harassed doctor,
aware of the complex interactions between drugs and alcohol,'
must have thought a blanket prohibition the safest expedient.
A highly simplified view of the body's handling of alcohol

may provide some guidance. Alcohol in social amounts increases
gastric absorption, is freely distributed in the body water, and
is eliminated in the liver by conversion to acetaldehyde with
the aid of the cytosol enzyme alcohol dehydrogenase. Acute
intoxication may induce pylorospasm, which will delay drug
absorption. Furthermore, the alcohol will interact with
microsomal enzymes responsible for drug metabolism,
probably because they are brought into play to assist alcohol
dehydrogenase in dealing with the excess or because stimula-
tion of adrenocortical steroids inhibits microsomal enzymes.
Repeated ingestion of alcohol (and cigarette smoking) leads
to induction of drug-metabolising enzymes, so that the
alcoholic may be less sensitive to drugs, provided that his
liver is not seriously damaged.

In general, therefore, the acute effect of alcohol is to
inhibit drug metabolism so that drug action is prolonged. In
man this has been shown with phenylbutazone, pheno-
barbitone, meprobamate, and chloral hydrate.2 A similar
action occurs with other barbiturates, opiates, and antipyrine
after addition of alcohol in vitro and after its administration
to animals. Diazepam has a strong synergistic action with
alcohol, but with other benzodiazepines the action is weaker
and they may be safer in certain circumstances. Anti-
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