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Guillain-Barre syndrome

The Guillain-Barre syndrome is a subacute polyneuritis,
sometimes causing very severe weakness. It was described in
1859 by Landry' and in 1916 by Guillain, Barre, and Strohl.2
Apart from eponyms including two, three, or four of these
authors' names it has been called polyneuritis or polyneuro-
pathy, qualified as acute febrile, acute toxic, infective, post-
infectious, and "with facial diplegia"; and syllables have been
multiplied to acute inflammatory polyradiculoneuritis, poly-
neuronitis, and similar names. It develops over days or weeks,
reaching its worst within two weeks in half the cases and
within four weeks in 90,.3-5 Most patients resume their
normal occupation within six months, though their recovery
may continue for as much as two years. Only a few patients
are left with permanent weakness, and prediction is not
possible in the early stages, complete paralysis being com-
patible with complete recovery.4

Often the first symptom is numbness of the toes and
fingers, but weakness of the legs and then the arms follows
rapidly, all segments of the limbs being affected. There is
usually facial weakness, and this may be an important sign
if acute disease of the spinal cord is in the differential diagnosis.
The facial weakness almost always is bilateral, so that the
two sides of the face cannot be compared, but it is unlikely
to be missed if the observer tries to open the patient's eyes
while the patient tries to close them. In spite of the early
numbness superficial sensory loss can be hard to demonstrate,
but there is usually impairment of position sense of the joints.
The weakness may spread rapidly, so that before long no
voluntary movement is possible in any part of the body, and
even autonomic functions such as control of the bladder and
the blood pressure may be impaired.4 Weakness of the
respiratory muscles is more rapidly detected by measuring
the vital capacity than the blood gases, for by the time the
blood gases have become abnormal the patient must have
respiratory failure and is in imminent danger. Recurrent
measurements of vital capacity can, however, give warning
that the respiratory muscles are becoming weak and so allow
artificial ventilation to be started before respiratory fail-
ure develops. A patient with substantial weakness of the
respiratory muscles is likely also to have difficulty in swallow-
ing. If he is allowed to inhale food or saliva his life may be in
danger: tracheostomy should be done and artificial ventilation
started before that stage is reached.
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The diagnosis may usually be made clinically. As con-
firmation, the cerebrospinal fluid usually shows a rise in
protein, which may be substantial and is not accompanied by
a corresponding rise in the cell count. Measurements of nerve
conduction velocity show slowing ofconduction, but the degree
of abnormality may not correspond with the severity of the
weakness.
The essential treatment is maintenance of ventilation and

of the circulation. Corticosteroids have been given on the
basis that the disorder is allergic; most of the evidence in
their favour is anecdotal, and a controlled trial showed that
prednisolone was not beneficial and might be detrimental.f
Plasmapheresis has also been used to remove postulated
antibodies. A review in 1980 of published cases showed no
therapeutic value from this procedure, and the authors
pointed out that it was not benign in an acutely ill patient with
respiratory depression and autonomic instability.7
The cause of Guillain-Barre syndrome has been much

debated. In many cases something has occurred in the month
before the onset of symptoms-often an infection, usually
viral but sometimes bacterial, but also an injury (surgical or
accidental). These occurrences raise the possibility that the
disorder may be due to a disturbance of immune mechanisms,
and a very similar disorder can be produced in animals if
they are immunised with peripheral nerve. Humans vac-
cinated against rabies with vaccine containing animal nervous
tissue (but not with vaccine made from virus grown in egg
embryos or tissue culture) may develop the Guillain-Barre
syndrome, usually within 10 days to three weeks. In 1976 in
the United States of America over 40 million people were
vaccinated against swine influenza, and about two to three
weeks after vaccination they were five to six times as likely as
the rest of the population to develop Guillain-Barre
syndrome.8 9 This seems to have been due to a special feature
of this particular vaccine, for the vaccine used in the (smaller)
influenza vaccination programme of 1978-9 did not increase
the liability to develop the syndrome.10 The syndrome appears,
therefore, sometimes to be due to allergy affecting the peri-
pheral nerves, but whether all cases have this cause is un-
certain and the mechanisms need elucidation. Treatments
aimed at interfering with the supposed abnormal allergic
processes have been, at best, of no benefit. In view of the
good prognosis, lifesaving treatment is of prime importance:
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the priority should be getting the patient in good time to an
intensive care unit experienced in the respiratory and cir-
culatory problems presented by the disease.
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Assessment of insomnia
Insomnia or, more strictly, expressed dissatisfaction with the
duration or quality of sleep is most common in women and
in older age groups.' 2 If of recent onset, then history taking
will generally uncover causal circumstances in the patient's
life or occasionally a depressive illness. More often the
complaint is longstanding.
A recent paper from Detroit outlined the evaluation of

84 patients in a clinic for the investigation of sleep disorders.3
The authors assert that not only should such patients have a
psychiatric, psychological, and general medical evaluation but
also that "polysomnography" is necessary. This mixture of
Greek and Latin will not appeal to all, but the claim merits
examination. It contrasts, perhaps embarrassingly, with the
recent conclusion by our own Committee on Review of
Medicines4 that intractable insomnia is an indication for
barbiturates (despite the disproportionately high death rate
from these drugs among older patients).5
The American authors divided the 84 patients into 10

diagnostic categories,6 including psychiatric disorder, dis-
order related to drug or alcohol use, respiratory impairments,
and disorders of circadian rhythm. Groups of insomniacs
usually include nearly twice as many women as men, but on
this occasion 60% were men; and no fewer than 200/ were
classified as suffering from the restless legs syndrome or
nocturnal myoclonus. The patients seem to have been an
atypical group of insomniacs. Furthermore, classification of a
patient as, for example, one whose legs jerk at night should
not imply that the jerks cause the complaint of insomnia.
People complaining of insomnia rarely relate it to their bodily
functions. A recent survey of 296 insomniacs with an average
age of 46 years, complaining on average for 11 years, set out
to examine whether the insomnia was attributed by the

complainers to bodily disorders or to feelings of mental
arousal; and the results strongly favoured arousal.7
The North American attempt to attribute insomnia to

disturbing somatic disorders reflects an attitude to sleep
mechanisms. When new discoveries about the reticular
formation were being made in the 1960s the idea grew up
that sleep was essentially a passive phenomenon that super-
vened when there was nothing to keep the brain alert. By the
1970s the idea that sleep is induced and maintained as a
positive process came back. A comparison of patterns of
sleep that had been broken for two different reasons-
because of ingestion of caffeine and as a consequence of the
withdrawal of hypnotic drugs-led to the proposal8 that two
kinds of insomnia could be distinguished-"too much waking
or not enough sleep." Withdrawal of drugs seemed to cause
a weakness of the sleep process itself in contrast with the
disturbance caused by caffeine.

Behind the school of thought that argues that insomnia
must be investigated lurks an assumption that, but for some
disturbing factor, the patient would not only sleep but be
pleased with the sleep. Alas, some people are not easy to
please. Some patients are discontented and manipulative in
seeking for attention, sympathy, and "treatment" in the form
of barbiturates or other hypnotic and anxiety-relieving drugs.
Many general practitioners are uneasy with these demands-
and themselves avoid the patients and allow their secretaries
to write most of the prescriptions.9

"Polysomnographic" investigations are expensive and
generally cannot distinguish between people who have
complaints about their sleep and people of the same age who
do not. Furthermore, the chief tool, electroencephalography,
tells us nothing about the restorative value of the sleep.10
Most people who complain of insomnia are older people, and
as they grow older there is a steady increase in the brokenness
of sleep and a steady fall in the amount of slow-wave sleep
(often regarded as the most restorative). We must assume that
both these changes that parallel age reflect the age of the
brain" 12 rather than that new sleep-disturbing factors affect
older people.
The doctor faced with a patient who complains of insomnia

should rely primarily on the clinical history. If the patient is
also sleepy by day, or if there are cramps at bedtime, or if
strange events in the night are reported by a spouse, then
special investigation may be warranted. But who should
undertake them? In Britain we would turn to a neurologist
or psychiatrist with broad clinical experience. Clinical neuro-
physiologists might more often make their aid available. In
the United States much money was invested in research into
sleep in the 1960s. Ten years on the money ran out, and the
research workers-expert in a narrow field and with healthy
young people-looked for new support. The solution came
with the belief (not wholly convincing) that sleep researchers
could be rapidly transmuted into experts in the investigating
and treating of sleep disorders. The special clinics that have
sprung up around the United States would be better justified
if there were more treatments of proved merit.
The position of many of these new clinics remains contro-

versial even in the United States-indeed, one of the long-
standing groups has stated that referral of the vast majority
of patients with sleep disorders to special clinics "is not only
unnecessary, but often it is not in the patient's best interests.
The use of highly sophisticated and highly expensive pro-
cedures and the close attention to polygraphic sleep patterns
often render little information of clinical importance."'3 We
may agree with this group that the general practitioner is the
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