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are preferred to tablets; and rubefacient counter-irritants are
popular. Operations are usually accepted with stoicism, but
necessary amputations may be refused, the loss of a limb being
unthinkable and intolerable. The whole family must be con-
sulted about any major procedure, which causes considerable
delay, and the patient may discharge himself to try local native
treatment first.
As regards the prevalence of the different rheumatic dis-

orders opinions differed regarding rheumatoid arthritis, some
clinicians finding it a rare disorder, others not so. Gout
appeared to be not uncommon in all countries, both acute and
tophaceous disease being seen. Rheumatic fever was still a
problem, though children were rarely seen with the acute
condition and by the time they presented tended to have
established cardiac disease. Osteoarthritis was largely a disease
of the spine and legs, Heberden's nodes being uncommon;
deformities of the knee in childhood were thought probably to
account partly for the high incidence of osteoarthritis of the
knee in later life, which is seen predominantly in women.

Other topics discussed included the pattern of osteomyelitis
in Nigerian patients with sickle cell disease. Most of these
patients were under 5 years of age, and in most cases osteomye-
litis occurred in several sites, often symmetrically in the distal
bones of the very young and in the proximal bones of older
patients. Salmonellae were responsible in over half the
cases in one series, and possibly colonised those bones already
rendered ischaemic by sickling. Other workers had found that
the staphylococcus was still the commonest organism causing
osteomyelitis, while tuberculous disease of bones and joints
was reported still to have a high prevalence. Against this back-
ground a continued and intensified study in pain and the
commoner conditions causing it in the African is clearly
indicated.

Cardiac tamponade
For an unpretentious bag the pericardium has acquired an
astonishingly large "literature" through the ease with which it
becomes inflamed or thickened or accumulates fluid round
the heart. The normal pressure in the pericardial space
is only a few millimetres of mercury, diminishing on inspira-
tion, rising again on expiration, and being least at the end of
ventricular systole. The volume of pericardial fluid is normally
about 20 ml.' More fluid may be formed in many conditions,
but only rarely does it seriously embarrass cardiac function.
Sometimes gradual stretching of the pericardium allows huge
volumes to accumulate without symptoms. Chronic effusive
pericarditis-a descriptive not an aetiological term-should
be suspected "whenever the heart is too big for the symptoms."2
When fluid accumulates more rapidly and especially when

the parietal pericardium is thickened the pressure may rise to
20 mm Hg or more, when filling ofthe heart will be impaired.3-5
The haemodynamic hallmark of cardiac tamponade, as of
constrictive pericarditis, is the near equality of diastolic
pressures in all the cardiac chambers and the pulmonary artery.
It is at this point that tamponade is recognised clinically.
The jugular venous pressure is raised and increases on inspira-
tion (Kussmaul's sign), and pulsus paradoxus may be present.
The paradox lies in the waxing and waning of the peripheral
pulse despite the regular action of the heart, and not in the
change in systolic pressure-which is an exaggeration, not a

reversal, of the normal pattern. The sign is judged positive
when the decrease in systolic pressure on inspiration exceeds
10%' of the expiratory systolic pressure,5 so giving a fall of
more than 10-15 mm Hg. The underlying mechanism is
complex, depending on the interplay of respiratory variations
in intrathoracic pressure, the filling pressure and compliance
of the ventricles, and the intrapericardial pressure.

If traumatic and postoperative haemopericardium are
excluded, most physicians see cardiac tamponade only
sporadically, though it is found in a wide variety of diseases.
Alerting features include the venous and arterial signs just
mentioned, a pericardial rub, low voltage in the electro-
cardiogram, and an enlarging cardiac shadow, perhaps with
pleural effusion. As tamponade progresses the pulse rate
quickens and the blood pressure and cardiac output fall.
Tamponade should always be suspected when there is "cardiac
failure" without obvious cause. Echocardiography6 has now
won pride of place in the diagnosis of pericardial effusion and
can roughly quantify the volume. With the patient semi-
recumbent the fluid accumulates first posteriorly and is mani-
fest as an echo-free space between the posterior left ventricular
wall and the pericardium; with larger effusions fluid may be
detected anteriorly between the pericardium and the anterior
right ventricular wall.
The possibility of tamponade should be kept in mind when

dealing with septicaemia or intrathoracic infections of varied
cause. The poor prognosis of purulent pericarditis7 is com-
pounded by tamponade; it may occur in renal failure, hypo-
thyroidism,8 and malignant disease9; in connective tissue
diseases, especially systemic sclerosis,'0 where the frequency of
pericardial lesions at necropsy is as high as 62%11; and in rheu-
matoid arthritis12 13 and systemic lupus erythematosus.
Tamponade is rare, however, in the postmyocardial-infarction
syndrome (Dressler's syndrome).'4

Cardiac tamponade is an emergency and prompt recognition
is important: if the condition is mistaken for cardiac failure
and the patient treated vigorously with diuretics his condition
will worsen, because his cardiac output depends on maintain-
ing his intravascular volume and a high ventricular filling
pressure. When the intrapericardial pressure is high (and
especially when the volume of fluid is small) removing as little
as 100 ml of fluid may result in striking clinical improvement.
If the venous pressure does not fall during drainage myocardial
failure or constriction by the visceral pericardium must be
suspected.
Though thoracic surgeons may prefer open drainage of the

pericardium,"5 permitting biopsy and excision of a pericardial
window, aspiration by a needle or a small catheter is the
simplest and. quickest technique in an emergency. In a recent
report'6 of such management in 123 patients the authors
recommended the xiphisternal approach as the safest: the
needle is inserted to the left of the xiphisternal cartilage and
directed towards the dorsal spine. There is a risk of damage to
the heart or coronary arteries-probably somewhat greater
than the risks of cardiac catheterisation or coronary
angiography. Before aspiration is attempted, therefore, the
prerequisites are the certainty or near certainty that pericardial
fluid is present, an experienced operator, electrocardiographic
monitoring, and the ready availability of a thoracic surgeon.
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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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