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patient the lesion in the retro orbital portion
of the right optic nerve was thought to be an
inflammatory granuloma or glioma
preoperatively but it proved to be cysticer-
cosis. To our knowledge this has not been
described previously.
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Vertebral haemangioma causing acute
recurrent spinal cord compression

Vascular tumours are commonly seen in
bone, particularly in vertebral bodies; they
are, however, far less common in the epidural
space. Most of these epidural tumours
represent extension of vertebral lesions.
Patients with epidural lesions usually present
with slowly progressive symptoms of back
pain or compression of the spinal cord. Our
patient presented with neurological symp-
toms that developed with unusual rapidity
and seemed to be recurrent. This clinical
picture has not to our knowledge previously
been described.

A 73 year old woman had difficulty in
walking. Ten years earlier, the patient had
had a gradual onset of stiffness in both legs.
Results of neurological examination and
radiography of the spine and chest were
normal. A non-organic mechanism was con-
sidered. The symptoms improved over three
months, and the patient remained asymp-
tomatic for nine years.

Six months before the present examina-
tion, the patient experienced gradual un-
steadiness of gait. Five days before this
evaluation, she experienced mild difficulty
lifting her right foot. On admission, she was
unable to walk without assistance. Examina-
tion showed mild paraparesis. Exaggerated
patellar reflexes and Babinski's signs were
bilaterally present. Sensory examination dis-
closed a mild deficit to soft touch on the right
leg below the knee.

Results of routine blood studies and CT of
the head were normal. Radiography of the
spine demonstrated severe compression at T6
and diffuse osteoporosis. Review of the find-
ings on chest radiography obtained 10 years
earlier revealed a compression at T6 that had
not been observed originally; however, this
status was unchanged (fig IA).
On the day after admission, bilateral sen-

sory impairment developed below the T6-7
level. Myelography demonstrated complete
block at T6 (fig 1A). Total laminectomy at
T4-6 demonstrated a highly vascular epi-
dural tumour extending from the affected T6
vertebra, which was excised. Pathological
evaluation revealed a cavernous haeman-
gioma (fig 1B).

Sensation and strength returned to both
legs, and six days after the operation, the
patient walked with assistance. She recovered
well at a rehabilitation hospital.

Vertebral haemangioma that does not
involve the epidural space is a common,
usually asymptomatic, lesion. In Topfer's'
series of 2154 patients, the incidence of
vertebral haemangioma was 11-9%. In a
series of more than 10 000 necropsies by
Junghanns,2 the incidence was 10%. Exten-
sion into the epidural space is uncommon. In
a comprehensive study, Hurth' estimated
that 12% of all intraspinal haemangiomas
involve the epidural space and suggested that
these lesions are underdiagnosed. Most
symptomatic epidural and vertebral haeman-
giomas involve the thoracic spine,4 possibly
because the spinal canal is narrow at this level.

Figure IA Lateral myelograph from above
demonstrates total block at the level of the
compressed T6 vertebra consistent with an
epidural process; (B) sectionfrom the
epidural component of the tumour shows large
thick-walled vessels. Bone involvement was
seen in other sections. (H&E; original
magnification x 100.)

Rapid progression of symptoms associated
with an epidural vascular lesion is a rare
occurrence. Four pathophysiological mech-
anisms have been postulated'6 that may lead
to spinal cord compression: extension into the
epidural space; expansion of the vertebrae,
which causes narrowing of the spinal canal;
epidural haemorrhage, possibly involving
thrombosis; and compression fracture. We
suggest that the most recent presentation in
our patient fits the first or second category
best because no new fracture was present and
no acute bleeding or obvious thrombosis was
found at operation.
We did not have the benefit ofnuclearMRI

at the time this patient was treated. Today,
this procedure might well be the optimal
method of imaging a lesion before operation.
Some authors' suggest that angiography be
performed in less acute situations to permit
embolisation of the lesion preoperatively.

Reports of neurological symptoms that
developed as quickly as they did in our patient
form a small minority of cases. We have not
found a case previously described in which
symptoms of subacute spinal cord compres-
sion developed and then resolved completely
for 10 years, only to recur in an acute fashion
as a result of an epidural haemangioma.
Unsuspected epidural or vertebro-epidural
vascular tumour, which may be recurrent, is a
rare but treatable cause of acute spinal cord
compression.
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Giant intracranial aneurysm associated
with Marfan's syndrome: a case report

We report a case of Marfan's syndrome
presenting with the thromboembolic or mass
effects of a giant basilar aneurysm: this was
successfully clipped by direct exposure, an
outcome we believe not previously described
in Marfan's syndrome.
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A 22 year old white female was admitted to
hospital following an unwitnessed coma
producing event in which she developed a
dense right sided weakness. During the
preceeding fortnight she had experienced
severe intermittent headaches, worse in the
mornings and associated with pain and stiff-
ness in the back of the neck, and had suffered
a single generalised fit with urinary inconti-
nence.

Neurological examination disclosed an
alert, orientated patient with marked neck
stiffness, moderate dysarthria, an incomplete
upper motor neuron lesion of the right
seventh cranial nerve and a dense right spastic
hemiplegia.
Computed tomography (CT) without con-

trast showed a moderately well-defined area of
high density anterior to the pons and mid-
brain with further attenuation in the left
parasellar region, findings compatible with
either localised subarachnoid haemorrhage
or an aneurysm. Transfemoral cerebral
angiography (figure) demonstrated a giant
aneurysm 2.5 cm in length arising from the
basilar trunk and displacing the trunk slightly
to the right.
Although previously unrecognised, and

lacking a family history, this patient dis-
played the classic external features of Mar-
fan's syndrome. Furthermore, she had a
chondrostemoplasty for pectus excavatum at
the age of ten, and had a metacarpal index of
9-2 which is within the range (8-4 to 10 4) for
this syndrome.'

Eighteen days after admission the
aneurysm was explored through a combined
right pterional and subtemporal approach,
splitting the free edge of the tentorium. At
this time there was no evidence of subarach-
noid blood. After exposure of the basilar
trunk and aneurysm and identification of
midbrain perforating vessels, the neck of the
aneurysm was controlled with two Sugitta
clips.
Apart from a temporary incomplete right

fourth nerve palsy her postoperative recovery
was uneventful. Within two weeks she recom-
menced walking and four months later her
only disability was a slight limp.

Several mechanisms may account for the
pure motor hemiplegia in this patient: embol-
isation from the aneurysm causing a small

lacunar infarct in the cerebral peduncle;'
mechanical distortion of midbrain per-
foratoring vessels; and vascular spasm follow-
ing localised subarachnoid haemorrhage.

Marfan's syndrome is an uncommon
though frequently unrecognised' disorder
characterised biochemically by a deficiency of
nonreducible cross-links in collagen.3 It is
usually transmitted in autosomal dominant
fashion with variable penetrance although up
to 15% of cases arise sporadically. Cystic
medial necrosis typically affects large arteries
such as the aorta with the attendant risks of
progressive aortic dilation, valvular incom-
petence, aneurysm formation and arterial
dissection. Of four previously reported cases
of large intracranial aneurysms in this condi-
tions' three aneurysms were giant (> 2-5 cm)
whilst the size of the fourth was not recorded.
Two of these cases appear to have been
successfully treated. One giant intracranial
internal carotid artery aneurysm' was man-
aged by internal carotid artery ligation with
near fatal arterial dissection down to the
aortic arch. The other, a giant intracavernous
aneurysm,6 was managed with internal
carotid artery ligation and superficial tem-
poral to middle cerebral artery bypass, with-
out mishap. We add a further case of a giant
intracranial aneurysm occurring in associa-
tion with Marfan's syndrome, which we
believe to be the first reported in the basilar
territory to be isolated and clipped.

Early reports of aortic surgery in this
disorder considered reparative and recon-
structive surgery to be contraindicated on
account of the cystic medial necrosis. It has
been suggested that the problems of treating
giant intracranial aneurysms in patients with
connective tissue disorders are compounded
by the friability of the vessel wall.' Given the
possibly lower risk of spontaneous rupture of
giant aneurysms and the basilar location of
this aneurysm, a dilemma exists regarding
intervention. In the light of this case we
would suggest that coexistent Marfan's syn-
drome does not prevent surgical management
governed by the usual clinical considerations.
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Figure Vertebral angiogram showing both
vertebral arteries, the basilar artery, and the
aneurysm arisingfrom the basilar bifurcation.
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