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The boy could walk independently and
move both arms and legs without difficulties
except for heelwalking on the left foot.
There was mild left-sided weakness pre-
dominantly in the upper limb. He had exag-
gerated tendon reflexes in the left arm and
leg and a left ankle clonus. The Babinski
sign was bilaterally extensor. Reduced tac-
tile gnosis in the left palm with compro-
mised two-point discrimination and a
reduced contralateral perception of hot and
cold below the level of the lesion (indicating
a Brown-Sequard syndrome) was detected.
There was discrete muscular atrophy of the

left lower limb.
CT and MRI of the upper spine showed

pronounced compression of the spinal cord
at the CII-CIll level by an invading exos-

tosis (figs 1 and 2). Medial laminectomy of
CII and CIII with extirpation of the exosto-
sis as well as the posterior arches of CII and
CIII was carried out in order to prevent the
patient from developing tetraparesis. PAD
showed a cartilaginous exostosis. Spasticity
was still present two days after the opera-
tion but discrimination between hot and
cold was normal and the extensor Babinsky
sign of the right foot had disappeared. The

tendon reflexes were exaggerated in the left
arm but tactile gnosis was normal. The

Babinski sign was still extensor in the left
foot. One year after the operation left hand
function was not fully restored and reduced
muscle mass was noted. At present, two
years after the operation, the boy has no sig-
nificant disability but there is still slight
recognisable left-sided weakness.

Multiple cartilaginous exostosis has vari-
able expression. Eighty percent of cases

have been diagnosed before the age of 10
years. The exostosis continues to grow until
puberty and generally becomes apparent
before the age of 30. Occasionally neurolog-
ical deficits appear and when the spine is
involved the complications can be serious.
A cervical location of the exostosis domi-
nates among the reported cases.'- We have
found 17 published cases similar to the pre-
sent one. The 15 who underwent surgery

improved but only four recovered com-

pletely.6 The potential danger of the condi-
tion is illustrated by the fact that two
patients died before operation. Altogether
14 patients had symptoms indicating spinal
cord compression and 12 of these had
symptoms from both the spinal cord and
roots. The reported case serves to show that
spinal cord compression may occur in
hereditary multiple exostosis in adolescence
and that early signs of spinal cord and root
compression warrant a full radiological
examination with the aim of performing
surgery. CT is useful in revealing the origin

Figure 1 CT revealing the exostosis emerging
from the left aspect of the inner vertebral arch
(CII-CIII).

Figure 2 MRI depicting the spinal cord and
the location of the compression.

and extent of the problem but is not opti-
mal, whereas MRI is superior in visualising
spinal cord compression.
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Bilateral tarsal tunnel syndrome

A 52-year-old female school teacher with a

positive history of hypertension presented
with "sensation of heat" in distal parts of
both soles for the past four months. This
paraesthesia was accompanied in both feet
by "electrical shocks" extending from the
plantar arch to the tip of all toes and by
occasional nocturnal numbness. No foot
trauma, no precipitating factor, or relation
to exertion or walking were reported. The
patient had been helping herself by bathing
her legs in cold water for 10 to 15 minutes,
drying, and applying softening cream. This
reportedly resulted in a complete relief of
symptoms for about four hours.

On examination there were no signs of
wasting or weakness of the small foot mus-
cles. There was hypoaesthesia to pin-prick
in the region of the medial and lateral plan-
tar nerves. Tinel's sign was positive on the
medial aspect of both ankles. General neu-
rological state was normal. No abnormality
of ankles and feet could be detected radio-
logically. Electrophysiological evaluation of
both posterior tibial nerves showed a pro-
longed distal motor latency (6-6 ms) on the
right and normal latency (4 9 ms) on the
left side (normal distal motor latency range
from the ankle to the abductor hallucis is
2-9-5-3 ms). There was no right medial
plantar sensory action potential, whereas
the amplitude of the left one was 0 3 ,uV
(normal 0 3-37 ,uV) and sensory conduc-
tion velocity was mildly decreased (32 m/s;
normal 35-48 m/s). Denervation activity in
both abductor hallucis muscles was
recorded by concentric needle electromyog-
raphy. Thus clinical and neurophysiological
findings indicated a diagnosis of bilateral
tarsal tunnel syndrome.

Relief of symptoms was achieved after
infiltration of 2% xylocaine behind the right
medial malleolus.
The patient underwent two separate sur-

gical procedures: firstly, an S-shaped inci-
sion was made behind the right medial
malleolus to expose the posterior tibial
nerve. The right posterior tibial nerve was
compressed by an arcade of small branches
of the tibial posterior artery, which were cut
with bipolar coagulation. A 3 cm long seg-
ment of the posterior tibial nerve, thickened
and firm on palpation, was separated from
the epineurium under a microscope.
Surgery on the other leg followed one week
later when considerable relief of symptoms
was confirmed on the operated leg. The left
posterior tibial nerve was thickened and
firm on palpation in a length of about 2 cm.
In a microscopic surgical procedure,
epineurectomy, proximal and distal explo-
rations were performed. No further abnor-
mality that could have been the cause of the
nerve compression was found. After both
surgical procedures there was a complete
relief of symptoms.

Tarsal tunnel syndrome characterised by
entrapment of the posterior tibial nerve
beneath the flexor retinaculum was first
reported by Lam and Keck.' 2Tarsal tunnel
syndrome after an acute proximal process
not affecting the ankle is rare. The role of
ischaemia or traumatic proximal nerve
damage causing greater susceptibility of the
posterior tibial nerve has been discussed.'4
Some other causes for tarsal tunnel syn-
drome have also been considered.5 To our
knowledge, no other case of bilateral tarsal
tunnel syndrome ha ms yet been reported.
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