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found later to this mould, 2 to Thermoactinomyces vulgaris
and 2 to Aspergillus fumigalus. Thus the diagnosis in 8 was
not supported by the finding of precipitating antibody.
Evidently tests for precipitins must be regarded as
confirmatory of what the patient says and any other evidence
about exposure; 106 of the 148 patients interviewed thought
their symptoms related to exposure to hay, others suspected
the dust came from threshing, corn meal, thatching straw, and
deep litter, and 16 could not associate their symptoms with
any sort of dust. A very wide range of tests would be needed
to cover all the possible antigens not only in mouldy hay but
also in the other organic dusts to which a farmer may be
exposed. If a farmer has symptoms suggestive of farmer's lung,
especially with characteristic episodes after known exposure,
a compatible pattern of functional impairment, and possibly
radiological changes, the diagnosis should not be rejected
because tests with a necessarily limited range of antigens have
failed to show any precipitins. On the other hand, where there
is no clear history of occupational exposure, precipitin tests
may be of very great importance in diagnosis. They may
direct attention to exposure of which the patient has not been
aware, or which he has not thought important enough to
mention; and if there has been exposure to a dust whose
association with extrinsic allergic alveolitis has not been
established the demonstration of precipitating antibody will
show that the patient has reacted to antigens contained in the
dust, increasing the probability (though not proving) that lung
changes are related to it.
The Devon group concluded that though relatively few

farmers are affected the effect of this occupational disease upon
health and livelihood may be severe. Prevention is, in prin-
ciple, possible. In one study24 a well-designed mask was found
to help affected farmers, but it has generally been found
difficult to ensure that men persist in the use of effective masks
during heavy work; and in Devon more than one-third of the
farmers who had used an efficient mask found it difficult to
tolerate. Evidently the avoidance of conditions leading to hay
becoming mouldy should be the aim. In British climatic con-
ditions it may not always be possible to ensure that hay is
baled only with the low water content that avoids the danger
of overgrowth of microflora, overheating, and the eventual
predominance of thermophilic actinonmycetes. What is
needed is a substance which, while harmless to cattle, would
inhibit one or more of the steps in this process and could be
added to hay baled in wet conditions; such a development
would constitute an important contribution to the health of
farmers.
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Guillain-Barre Syndrome
Since the decline of poliomyelitis the most frequently en-
countered acute or subacute disabling polyneuropathy has
been the Guillain-Barre syndrome. This condition may result
in severe weakness or total incapacity developing within a few
days. If the patient survives the acute phase, full recovery
used to be regarded as invariable, but it has been increasingly
recognized that some disability persists in a minority of cases.

Guillain-Barre syndrome has its highest incidence in the
young or middle-aged, though cases have been reported in
infancy. A preceding history of upper respiratory infection can
be obtained in about half the cases and infection with a virus
or mycoplasma or with glandular fever may be demonstrable.
The clinical features are subject to wide variation. Onset of
polyneuritic symptoms in the typical case is rapid, with pro-
gressive symmetrical weakness starting in the legs and spread-
ing to affect the arms and face. In the more severe cases bulbar
and respiratory musculature may be affected. Muscular pain
in the back and limbs is a prominent symptom. Sensory
symptoms, with tingling paraesthesiae in the peripheries, are
frequent but the motor disability is greater than sensory
disturbance.
The patient shows the features of a lower motor neurone

weakness, with flaccid areflexia and wasting of the muscles.
Autonomic lesions may occur, with hypotension and occasion-
ally retention of urine, but sweating is usually unaffected.
Evidence of extension of the disease to the central nervous
system includes extensor plantar responses and occasionally
cerebellar signs or impairment of consciousness. Papilloedema
may be present, especially in cases where there is a consider-
able rise in the protein level in the cerebrospinal fluid. Raised
protein without any increase of cells is usual in this condition,
but the cerebrospinal fluid may be entirely normal, especially
during the first week of the illness.

Electromyography shows a reduced interference pattern in
affected muscles and fibrillation potentials developing after
three or four weeks. Nerve conduction velocity measurements
may show profound slowing where the segment of nerve
investigated is affected by the disease. Occasionally normal
motor conduction velocities may be found where the disease
process has had its predominant effect on nerve roots.

Pathologically the condition is characterized by segmental
demyelination of peripheral nerves. This may be associated
in fulminating cases with perivascular inflammatory infiltration
of nerve roots, demonstrable at necropsy. The pathogenesis
remains uncertain, however, though a cell-mediated delayed
hypersensitivity reaction against myelin seems likely.2
No treatment is known that reliably affects the course of the

disease. Steroids have been widely used, but benefit has only
rarely been shown to occur. Since the natural history of the
disease is to run a self-limiting course followed by improve-
ment the value of steroid treatment or cytotoxic drugs has been
difficult to evaluate. At present the management of a case of
Guillain-Barre syndrome consists of supportive and sympto-
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matic treatment until spontaneous recovery begins; this may
normally be expected within three to four weeks. Recovery
usually proceeds in two recognizable phases. There is an
initial phase of rapid improvement, which seems to correlate
with remyelination of affected peripheral nerves, and a very
much slower phase in which reinnervation of denervated
muscle takes place by nerve regrowth and sprouting. In most
cases recovery is complete, but about 5% of adult cases have
some sequelae.3 The prognosis is less good in children.4

In adult cases Ravn5 concluded that no prognostic hints
could be drawn from the initial course of the disease, but a
recent report6 has attempted to correlate various clinical
features with prognosis for recovery in children suffering from
this syndrome. Neither implication of respiratory or bulbar
musculature nor early corticosteroid treatment showed any
correlation with eventual complete recovery. Those patients
who still showed weakness three years after the onset of their
disease were the cases in whom severe weakness of distal limb
musculature had occurred. The most reliable prognostic
indicator was the time interval between maximal weakness and
onset of recovery. In those cases in whom improvement was
delayed more than 16 days beyond the time when maximal
weakness was recorded there was a 96% probability that
recovery would be incomplete.
The duration of maximum symptoms can usually be reliably

estimated in the Guillain-Barre syndrome, except in those
cases where a chronic relapsing course develops.7 If, therefore,
these findings are confirmed they may provide a useful
indicator of prognosis in children, where as many as a quarter
of the cases show weakness more than three years after leaving
hospital.
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Hereditary Pancreatitis

Pancreatitis is an uncommon disease in children and is usually
unexplained, though trauma, mumps and other infectionis,
ascariasis, steroid therapy, and congenital malformations of the
pancreas and biliary tree are recognizable aetiological factors.
Recurrent pancreatitis is probably even less common, but it may
occur in cystic fibrosis, hereditary hyperparathyroidism,
hereditary hyperlipidaemia of the type I (fat-induced hyper-
chylomicronaemia) variety, or as an unexplained familial
illness. Indeed hereditary pancreatitis has been claimed to be
the most common cause ofrecurrent pancreatitis in childhood.'

Sibert has recently reported a family with hereditary
pancreatitis,2 the largest kindred to be described in Britain,
bringing the total of affected families to over 20 with more
than 100 established cases of pancreatitis. Clinically hereditary
pancreatitis is very similar to chronic relapsing pancreatitis,
and patients complain of recurrent bouts of acute abdominal
pain with intervening pain-free periods. The pain is typically
epigastric, radiates to the back, and may be accompanied by
nausea and vomiting. The biochemical features are common to
those found in any form of acute pancreatitis. Eventually
exocrine and endocrine insufficiency supervenes and the

patient may develop steatorrhoea and diabetes mellitus.1 3 4
Features peculiar to hereditary pancreatitis are the early onset
in childhood, equal incidence for males and females, a pre-
ference for Caucasians, and the common and early onset of
pancreatic calcification. The pancreatic calcifications develop
within the pancreatic ducts5 and in children must be dis-
tinguished from cystic fibrosis. Possibly patients with heredi-
tary pancreatitis may have a predisposition to pancreatic
cancer.3

Different kindreds have had singular clinical features. The
original families described by Gross6 had lysine-cystine amino-
aciduria, but these families probably had coexisting hereditary
pancreatitis and incompletely recessive cystinuria. Gastro-
intestinal bleeding features prominently in some families,2 4
and a characteristic of the family described by Sibert was the
cessation of abdominal pain once the patients reached 30 to
40 years of age.
The disease is inherited as an autosomal dominant with

incomplete penetrance, though the basic inherited disorder is
unknown. No specific biochemical defect has been identified,
and while hypertrophy ofthe sphincter ofOddi7 and anomalous
narrowing of the pancreatic duct8 have been postulated the
evidence is not convincing.

Kattwinker, J., et al., Pediatrics, 1973, 51, 55.
2 Sibert, J. R., Gut, 1975, 16, 81.
3 Logan, A. Jr., Schlicke, C. P., and Manning, G. B., American3Journal of

Surgery, 1968, 115, 112.
4McElroy, R., and Christiansen, P. A., American J'ournal of Medicine,

1972, 52, 228.
5Davidson, P., et al., Annals of Internal Medicine, 1968, 68, 88.
6 Gross, J. B., Ganibell, E. E., and Ulrich, J. A., American Journal of

Medicine, 1962, 33, 358.
7Robechek, P. J., American Journal of Surgery, 1967, 113, 819.
8 Gerber, B. C., Archives of Surgery, 1963, 87, 86.

Antibiotic Cover for Dental
Extraction
The protection of susceptible patients from bacterial endo-
carditis after dental extraction has been a perennial subject of
controversy, but informed medical opinion has recently agreed
on two precepts. These are that the antibiotic used should be
bactericidal, penicillin being the obvious and usual choice, and
that its administration should be begun only shortly before
the operation, since pretreatment selects a resistant mouth
flora.
To ascertain the current usual practice Durack' sent a

questionnaire to 117 dentists in Oxfordshire, of whom 71
replied. All but two believed antibiotics to be of proved value
for the purpose, and all but five administered them, the great
majority using penicillin. Though this was given in six different
forms much the most popular was oral penicillin V, 250 mg
6-hourly. For patients allergic to penicillin 33 gave tetra-
cycline, 20 erythromycin, and 9 cephalosporins-dentists find
it much more convenient to write a prescription than to stock
and administer an injectable antibiotic, though patients who
feel perfectly well can probably not be depended on for self-
medication. Timing and duration were very variable; six
started treatment three or four days before extraction, 11 two
days, and 31 one day before, and the duration of treatment
was anywhere between two and five days.

In fact many of these practices are plainly misguided, and it
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