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aspects of the liver disease. Diabetes was probably a factor
in six. In the remaining patients increased levels of IgA and
IgM, oesophageal varices, and a past history of hepatic en-
cephalopathy were common. These associations, together
with the observation that neuropathy improved in one patient
during treatment with neomycin and a low protein diet,
would favour the suggestion that failure of normal metabolic
processes is important.

A. M. Davison and colleagues8 have described uraemic
patients in whom the function of the peripheral nerves, as
assessed by measurements of conduction velocity, temporarily
deteriorated during an intercurrent attack of serum hepatitis.
This situation is obviously complex, and is not clear whether
disturbed liver metabolism was directly responsible for the
impaired nerve function, and whether or not the situation
is at all comparable with that in chronic liver disease.
Thus the evidence accumulates that impaired nerve func-

tion may occur in liver disease, but severe incapacitating
neuropathy has not yet been described. It is unlikely that
the metabolic derangement responsible for diabetic, uraemic,
and hepatic neuropathy is the same in each instance. Eluci-
dation of the causes of these neuropathies would further our
understanding of the functioning of peripheral nerves in
health and disease.
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Febrile Convulsions in Early
Childhood
Childhood convulsions associated with fever are commonly
difficult to diagnose. Convulsions are common in childhood,
affecting some 6% of children in the first five years, and it
may be helpful to rehearse the salient facts about them.'-3
When a child has a fit, and is found to have a raised

temperature, he may have a "febrile convulsion." This has
a good prognosis and is most unlikely to be followed by
epilepsy in later years.' 2 The title is unfortunate and may
itself be one of the main sources of confusion. To fall into
this category with a good prognosis the child should be not
less than 6 months and not over 5 or possibly 6 years of
age; the fit should occur only with the rapid rise of tempera-
ture, and should not be repeated with the same infection;
there should be a clear history that the child was unwell
at least for an hour or two before the convulsion occurred;
the fit should not last more than 10 minutes; it should not
be focal, and there should be no Todd's paralysis (post-

epileptic hemiplegia) after it; and there must be no history
of fits occurring without a rapid rise of temperature. A family
history of febrile convulsions is common-more common
than a family history of epilepsy in epileptic children. A
definite family history of epilepsy would make the diagnosis
of febrile convulsions uncertain. Febrile convulsions are
commonly caused by otitis media, tonsillitis, pneumonia,
and other common infections. The electroencephalogram
after the infection has subsided is normal.

Fever may precipitate fits in epileptics: hence the im-
portance of adhering to the criteria given above. In par-
ticular, for a diagnosis of "febrile convulsion" there must
be no history of fits occurring without a rapid rise of tem-
perature. Severe convulsions cause a rise of temperature,4
so that the finding of a raised temperature when a child has
had a fit does not prove that he has an infection.
The convulsion may be the result of intracranial disease

and not the result of the fever. Hence many paediatricians
always perform a lumbar puncture to exclude the possibility
of a pyogenic meningitis. The so-called acute infantile hemi-
plegia is manifested often by fever with prolonged convul-
sions followed by neurological sequelae, and is due to a
variety of causes. It is partly this condition which has caused
some authors to express the idea that "febrile convulsions"
have a serious prognosis,5 but it does not satisfy the criteria
laid down by S. Livingstonl 2 and others for the diagnosis
of "febrile convulsions."
The precise cause of the fit in febrile convulsions is not

understood. It is known that kittens, but not cats, when ex-
posed to a rapid rise of temperature may have convulsions,
and it is only the young child, under the age of 5 or 6, who
responds in this way. Provided the criteria for diagnosis are
adhered to there is nothing in the previous history to sug-
gest that children who do have febrile convulsions differ
from children who do not.
When a child has a febrile convulsion, as a first-aid

measure he should be tepid sponged or placed in a cool
bath-but not a hot bath. Parents must be dissuaded from
determined efforts to "warm him up" by putting him in a
hot bath or overclothing him. If it is available, intramuscu-
lar paraldehyde should be given and the child sent imme-
diately to hospital. Continuous prophylactic antiepileptic
treatment should not be given: it is unnecessary and un-
helpful. When the child has his next rise of temperature,
the mother should take immediate steps to reduce his tem-
perature by tepid sponging and giving aspirin. The child
should also receive phenytoin or phenobarbitone or both,
but only for 24 hours, for the danger of a fit is only when
there is a rapid rise of temperature. The mother should
have a small supply at hand, for the child will have further
infections. After the age of 5 or 6 the danger of febrile
convulsions is at an end.
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