
2 BRITISH MEDICAL JOURNAL VOLUME 291 6 JULY 1985

marrow.24 Possibly in pollinosis seasonal exposure to high
concentrations of environmental allergens induces a similar
form ofT cell dependent mast cell hyperplasia; and this may
contribute in some way to the rapid seasonal deterioration of
symptoms.
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Epilepsy and employment
The idea of possession by demons as the cause of epilepsy
disappeared two centuries ago, but sufferers still have to
contend with irrational prejudices in society-as well as with
justified fears and problems.' In the world of work the
combination of real and imaginary barriers may be over-
whelming. Recently a conference on epilepsy and employ-
ment organised by Labaz-the third it has held on epilepsy
-looked at the problems.

Evidence abounds of the difficulties epileptics may have in
getting and keeping jobs when their condition is known;
between a quarter and three quarters have been found to
experience work problems, including having poor jobs.' The
conference heard about often unnecessary restrictive and

insensitive approaches-even within the NHS. Three sepa-
rate aspects must be distinguished: the hazards posed by
some jobs (to the sufferer or to others) where there is any
chance of a seizure at work; where there is no hazard, anxiety
and prejudice on the part of employers and fellow workers;
and problems other than seizures, such as behavioural and
mental abnormalities, that may be associated with the
epilepsy or an underlying condition and be the real source of
trouble.
The work capacity, including the accident and sickness

rates, of those who have epilepsy uncomplicated by other
problems is good. 1-4 The combination of frequent seizures
and low social class does, however, make unemployment
much more likely.5 In a case-control study carried out in the
steel industry and reported to the conference by D J Dick,
about half of the 45 patients had at least moderate epilepsy
and one third had changed their job because of their
condition; but in most comparisons ofwork performance and
other features they did not differ significantly from the
controls and overall fared adequately in this heavy industry.
As the myth is exploded of the poor work record associated

with epilepsy so should prejudice be further dispelled,
making concealment less of a temptation to people with
epilepsy. As it is, about half are said to conceal their
condition (in one study only four of 40 patients had always
disclosed it5), and some doctors apparently do not discourage
this. But honesty is the best policy, several speakers empha-
sised. Concealment may occur even with high risk jobs such
as driving; an example quoted was a young bus driver who
was discovered to have suffered from epilepsy for 12 years
only after killing a motorcyclist during a fit; a medical
certificate from someone other than an applicant's own
doctor should arouse suspicion.6 But in general people fear,
often rightly, that their job applications will not be considered
on their merits if they admit a history of epilepsy-and
moreover that their medical history will not be assessed by
anyone knowledgeable. M Espir suggested that employers
should follow the Civil Service practice of keeping the
medical declaration form separate from the application form,
to be looked at only when the candidate's merits have been
decided, and that someone should be rejected on medical
grounds only after a medical examination.

Behaviour problems cause the most concern in epilepsy,
and the element of unpredictability worries employers and
fellow workers alike. In addition, there may be cognitive
impairment as a result either of disease or of drug treatment.
Proposing guidelines on the psychological aspects, E G
Lucas emphasised that medical examination of epileptics
must cover mental functioning, especially concentration and
short term memory. The occupational physician or nurse
must also look at stress, so that early intervention and
support may be possible-when it is known what circum-
stances appear to increase seizures. Thus psychological
management of epilepsy at the workplace should focus, said
Dr Lucas, on making time to understand the individual's
total circumstances including those at home; finding out his
attitudes; learning about his assets, motivation for work, and
relationships with colleagues; and giving advice to the
management.

Plenty of practical suggestions came up at the conference
for making the best practices more widespread. They centred
on removing unnecessary restrictions and providing detailed
guidance on the types of work that individuals might do (the
National Coal Board's guidelines recommend written mn-
structions to personnel), with careful monitoring and man-
agement at the workplace-including initial and continuing
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counselling. Fellow workers as well as employers should be
well informed and concerned. A protective code of practice
was thought desirable; but the Manpower Services Commis-
sion produced a good one on disability in general last year,
and that is not well enough known.7 It is highly relevant to
epilepsy both on recruitment and on promoting the interests
of existing employees. In the spirit of this code the basis for
placing a person in a job should be, as someone put it, his
ability rather than his disability.
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Quinine for night cramps
Quinine has a long and colourful history. For centuries
cinchona bark, from which quinine was first isolated, was
used in treating malaria and other feverish illnesses, and
quinine remains the drug of choice for chloroquine resistant
falciparum malaria.' Because of its bitter taste it is used in
tonic water and other drinks, and it is also added to illicit
heroin to mask the presence of tasteless adulterants. In the
past it also achieved notoriety as an abortifacient. Today the
main medical use for quinine in Britain is in- treating
nocturnal cramp. Little has been published on the complica-
tions which occur with regular treatment with quinine at the
low doses in which it is used in-night cramp. By far the most
important problem is the possibility that it might be taken in
overdose.
The paper from the Edinburgh regional poisons treatment

centre is a salutary reminder of the problems posed by
quinine overdose (p 31). The patient may become blind (but
will usually recover some vision) and cardiac arrhythmias
and deaths may and do occur. A recent report on quinine
poisoning- from London recorded similar complications,
showing that this experience is nation wide.2 The manage-
ment of quinine poisoning is controversial. A large and
careful study by Bateman and colleagues throws doubt on
claims that the drug is effectively removed by haemodialysis,
haemoperfusion, or forced diuresis, and the use of these
treatments in quinine overdose does not appear to be
justified.3 Recovery of vision shortly after the start of these
procedures has been reported," but the duration ofblindness
due to quinine poisoning is, often brief, and the recovery
might have been coincidental. Certainly it cannot be attri-
buted to the quantity of drug removed.

Stellate ganglion blockade was proposed almost 40 years
ago as a treatment for quinine induced blindness and has
been widely recommended.7 The rationale behind this
treatment is to reduce the sympathetic supply to the eye and
thus produce vasodilatation. As the Edinburgh team points

out, however, the blindness seems to be due to a direct effect
on the retina, while arteriolar constriction tends to appear
later, often as the blindness is recovering. The procedure is
clearly frought with complications, and the evidence for its
effectiveness is so meagre there no longer seems to be any
indication for its use. Many doctors, however, will not find
it easy to stand by and watch their patients going
blind. In those moments the natural emotional reaction
is to use any treatment which has the remotest possibility
of success. The advice must be to stand firm, use common-
sense measures aimed at removal of quinine from the gut,
give activated charcoal, and provide full supportive treat-
ment.
Because of the potential seriousness of quinine poisoning

and the paucity of available remedies prevention is worth
every effort. Dyson and colleagues suggest that quinine
should not be sugar coated and that it should be dispensed in
child resistant containers. This should help prevent acci-
dental quinine poisoning in small children-which may have
a sudden tragic outcome owing to fatal cardiac arrhythmias.5
Recent evidence that these containers do indeed reduce the
incidence of accidental poisoning9 '° reinforces the argument
that quinine should be dispensed in child resistant containers
by legislation rather than by the present voluntary agree-
ment."'

Night cramps may be regarded as trivial, but this is not the
case for the many who suffer from them. They may not be a
threat to life, but they are painful, distressing, and disruptive
of sleep and composure. We do not know their cause, and
unfortunately this condition cannot be studied in animals.
They may be provoked by medication,'2I'4 and in this case the
remedy is to change the medication rather than falling into
the trap of adding quinine to the patient's regimen. They
should be distinguished from miner's or stoker's cramp,
where sodium loss is the cause and sodium replacement may
be curative.'4 There have been few comparative trials of
quinine's effectiveness in relieving night cramps-presum-
ably because it is so clearly successful-and its place seems
established until a better treatment is found.'5 We do,
however, need to understand the nature and causes of night
cramps and to find effective remedies which are less toxic
than quinine.
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