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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.
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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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