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Dexamethasone deleterious
in cerebral malaria
Quinine (given by intravenous infusion) is effective treatment
for most patients with falciparum malaria even when this is
complicated by coma, jaundice, or renal failure. About 2"0 of
patients with falciparum malaria develop cerebral symptoms
such as coma, convulsions, or confusion.' Mild coma may
improve after a small dose of intravenous quinine or chloro-
quine, but deep coma may proceed to death despite treatment
-and, indeed, the death rate in cerebral malaria remains at
20",. Coma of intermediate severity may persist for up to
about 10 days and be cured only by painstaking titration of the
dose of quinine, fluid balance, and other factors.2
Many additional forms of treatment have been tried in the

hope of improving the prognosis of falciparum coma. In
November 1967 Daroffet al described 19 patients with cerebral
malaria, not all of whom were in coma.' Besides antimalarials,
those more severely affected (number not specified) were given
dexamethasone, dextran, and diphenylhydantoin. The report
implied that this polypharmacy was effective. In July 1968
Woodruff and Dickinson described one patient with falciparum
coma in this journal.3 He had acquired the malaria in India and
had a parasitaemia of 50' on admission, which was reduced to
0-1 after intravenous chloroquine. The coma persisted,
however, and 24 hours after its onset 10 mg of dexamethasone
was given intravenously. Four hours later the patient woke.
The authors concluded that "dexamethasone had a dramatic
and life-saving effect" and recommended that dexamethasone
should be given routinely in cases of cerebral malaria. Quickly,
however, Harding commented that observations on a single

case were not conclusive and called for a controlled study.4
Another single case was reported in which a corticosteroid had
not been helpful3; yet another writer considered that a con-
trolled trial was not indicated,6 and Woodruff considered that
such a trial would be unethical.7 The bandwagon rolled, and
since 1968 all but a few books and review articles have recom-
mended treatment with corticosteroids for cerebral malaria.
As long ago as 1972, however, a controlled study by Reid

and Nkrumah found no benefit from dexamethasone in four
patients.8 A review in the BMJ in 19769 concluded that a
controlled trial of corticosteroids in falciparum coma was long
overdue because their value had not been established. Warrell
et al have now compared dexamethasone with placebo in a
double-blind trial in 100 patients (aged 6 to 70) in Thailand.'0
In adults the initial dose of dexamethasone was 0-5 mg per kg
followed by seven doses of 10 mg each. The total duration of
treatment was 48 hours. Dexamethasone increased the duration
of coma (63 versus 47 hours) and the incidence of complications
including pneumonia and gastrointestinal bleeding. The
authors concluded that dexamethasone is deleterious in cerebral
malaria and should no longer be used. Those writing textbooks
and review articles please note.
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Lumbar spinal stenosis
The first recognisable example of lumbar spinal stenosis is
provided by the achondroplastic Greek god Hephaestus, who
limped as the result of trauma to an already narrowed spinal
canal.1 Spinal stenosis has become familiar only recently as
an important cause of chronic debility-and one that responds
to treatment. The term is used to describe any type of narrow-
ing of the lumbosacral canal, nerve tunnels, or intervertebral
foramina.2 The L5 and S1 roots are especially vulnerable,
since they run a long, oblique course within the spinal canal
before changing direction to emerge through the exit foramina.3
Compression may occur at any level through central prolapse
of a disc, as in the original case reports of intermittent
claudication of the cauda equina (the Blau-Logue syndrome)4;
from hypertrophic changes within a narrowed spinal canal;
angulation through loss of disc height; with degenerative disc
disease, Paget's disease, spondylolisthesis, and spondylolysis
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(degeneration of the neural arch); and bony and ligamentous
compression at the exit foramina. As well as compression,
the nerve roots are also at risk from the variable nature of
their blood supply via end-arteries running centrally towards
the conus from the exit foramina.' 5 6

Before symptoms can develop there is usually a summation
of disorders. Examples include the combination of a narrowed
canal tapering from above downwards and thoracolumbar
lordosis in achondroplasia7; multiple small disc protrusions
encroaching on a developmentally narrowed canal; and the
association of arachnoiditis, produced by trauma and altered
hydration of the area,8 9 with disc lesions. Most reported
series of patients contain more men than women, perhaps
reflecting the overall incidence of symptomatic disease of the
lumbar spine and discs10; but women are particularly prone
to spondylolisthesis.11
Some clinical presentations, such as unremitting back pain

with bizarre radicular radiation often caused by relatively
minor degenerative bony or disc disease superimposed on a
developmentally narrowed spine, may cause confusion; but
in most cases symptoms of spinal stenosis fall into three
groups: lumbago (950 ,)) radicular symptoms (33" ,), and
neurogenic claudication (33° ,).11 Occasionally sphincter
disturbances are also present. Most patients with neurogenic
claudication have symptoms that appear during any activity
or posture that extends the lumbar spine, suggesting a
mechanical compression of the nerve roots.) Such patients
often adopt a stooping posture when walking to ease
symptoms.'2 A few have symptoms that appear only after
exercise and are thought to be related to the increasing vascular
demands of the nerve root, which then becomes ischaemic.
Both postural and exertional claudication result in transient
root pains, paraesthesia, weakness, or numbness." Getty
found absences of reflexes in 70", of patients, dermatomal
sensory loss in 60"',, a motor deficit-for instance, muscle
wasting or weakness-in 50",, and a stiff spine in 40'.
Straight-leg raising was limited to below 30 in 30",. These
signs may become obvious only after exertion.

Exact measurement of the degree of stenosis cannot be made
reliably by non-invasive techniques such as tomography,"131
ultrasound,'4 15 or computed tomography'6; but useful
information comes from the critical examination of plain x-ray
films,3 13 17 with particular reference to the midline sagittal
diameter, interpedicular distances, length of pedicles, position
of facets, and angulation of spine. Computed tomography may
show a characteristic angular or trefoil appearance with well-
defined apical and lateral recesses, but the soft-tissue changes
are poorly defined.'6 Of the invasive techniques, myelography
and lumbar radiculography are notoriously difficult after
previous operations; but the risk of complications is reduced
if a water-soluble medium is used. Even with water-soluble
contrast media the lateral recesses and root canals may not be
satisfactorily defined.'8 Venography" is rarely helpful, and
selective infiltration of the nerve roots with local anaesthetic
is useful but unpleasant.'8 19 Though computed tomography
myelography'6 has definite potential, the single most useful
investigation in most patients is electromyographic exploration
of segmental muscle denervation in the legs.'8 2(1 This pro-
cedure is a logical precursor of surgical decompression via the
facets and foramina, an operation that is rapidly gaining in
popularity.20 21

A conservative approach to treatment with traction and
bed rest is rarely successful in patients with symptomatic
lumbar stenosis. Furthermore, if the spine is maintained in
extension by a lumbar support or hyperextended when lax

under anaesthesia22 there is a risk of further damage to the
cauda equina. Many patients have waited five or more years
between the onset of symptoms and their operations; others
have been made worse by ill-considered myelography or
limited midline laminectomies.22 23 Nowadays, the preferred
operative procedure is a partial undercutting facetectomy with
decompression of the nerve root canal by removal of the
hypertrophied bony foramina, ligamentum flavum, and
sequestrated disc material.3 20 21 The operation has an added
advantage in that it enables the obstruction of the venous
plexus to be visualised and the refilling of these vessels to be
seen when surgical dissection has been completed.2' The
success rate of operative treatment can be maintained as high
as 850 , even in the presence of adhesive arachnoiditis, if the
decompression is sufficiently radical6; and repeat operations
using the same approach may also be beneficial.3 20 21
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