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Letters

Cerebral venous thrombosis and dual primary
infection with human immunodeficiency virus
and cytomegalovirus

Sir: Cerebral venous thrombosis (CVT) is
rarely associated with well-documented viral
infections'2 and has not been described in
association with human immunodeficiency
virus type 1 (HIV,) or cytomegalovirus
(CMV) infection, to our knowledge. We
report a case of CVT occurring during
primary infection with both HIV, and CMV;
anti-HIV, but not anti-CMV intra-blood-
brain-barrier antibody secretion was present
during the acute phase of illness.
A 23 year old white female patient was

admitted with a 3 week history of headache
and fever. She had a constant 385-39' C
fever, associated with moderate bilateral
non-throbbing headache, myalgias, arthral-
gia, asthenia and a 3kg weight loss. Two
weeks before admission, a rash had appeared
on the thorax and the limbs; one week later.
she received ampicillin for two days but
persistence of fever and worsening of the
headache prompted admission. The patient
was a heroin addict, and repeated injections
had taken place during the previous months
and throughout the illness; she shared a

syringe with other users. She was not taking
oral contraceptives or other drugs at the
onset of symptoms.

Initial examination showed a mild limb
and thoracic non-irritating erythematous
macular rash and diffuse small non-tender
lymphadenopathy; temperature was 39°5 C.
Although cephalalgia was a prominent com-
plaint, neurological examination was con-

sidered to be normal. On day 3, the rash had
cleared up but the patient complained of
blurred vision and fundoscopic examination
disclosed bilateral papilloedema, confirmed
by fluorescein angiography. Neurologic
examination showed slight drowsiness.
bilateral abductor paresis, but was otherwise
normal.
Laboratory investigation showed a nor-

mal red and white blood cell and platelet
count, and a mildly elevated gamma-
glutamyl-transpeptidase (46 U/1, upper limit
of normal: 29) but other liver function tests
were normal. Repeated blood cultures for
virus, bacteria and fungi were negative.
Computed tomography (CT) of the brain
with and without contrast medium was nor-
mal. On day 8, the cerebro-spinal fluid (CSF)
opening pressure was 270 mm of water; CSF
contained 21 white cells (93% lymphocytes)
and 52 red cells per mm3; protein was 0-72 g/l

Fig Cerebral CT scan (with intravenous
contrast medium): empty delta sign.
and the gammaglobulin count 26% with
oligoclonal banding. TPHA, VDRL and
CSF culture (for bacteria, mycobacteria,
fungi and virus) were negative. Cryptococcal
antigen was negative and interferon level
undetectable in CSF. Cephalagia and
blurred vision abated after CSF examination
but repeated daily transient neurological
events were noticed; they consisted of
paraesthesias or numbness lasting 1 to 5
minutes affecting the hand and arm, leg, or

face, sometimes with a peri-oral distribution
or a combination of these; at times there was
a migrainous-like slow spreading of sensory

symptoms; low grade headache persisted but
the neurological examination was normal.
On day 18, digitalised angiograms of both
carotids showed incomplete occlusion of the
posterior part of the superior sagittal sinus

(SSS). On day 25, repeated CT showed small
ventricles, hemispheric white matter
hypodensity consistent with brain oedema,
abnormally intense enhancement of falx
cerebri and multiple small cortical hyperden-
sities; contrast enhancement of the walls of
the SSS with hypodensity ofits lumen (empty
delta sign) was present (fig). On day 28.
conventional bilateral carotid angiogram
showed normal intracranial arteries, partial
occlusion of the SSS, and abnormal, persis-
tent injection ofcortical veins in both fronto-
parietal areas. Intravenous heparin therapy
was started, leading to the complete disap-
pearance of the transient sensory episodes
and further attenuation of headache. On day
45 repeat CT was normal.

Tests for antinuclear antibodies.
rheumatoid factor and hepatitis B, complete
clotting studies and extensive search for
sinus or stomatological infection were

negative or normal. There was no increase of
antibodies for the Epstein-Barr virus, herpes
simplex, rubella or toxoplasmosis. HIV, IgG
antibodies firstly detected at a low titre in
serum showed a significative rise oftitres (see
table); they showed a complete pattern (gp
160 gp 10-p68 p55 p40 p34 p25) by Wes-
tern-Blot analysis (WB); antibodies against
gp 160 and p25 were detected in CSF on day
8; HIV,-IgM antibodies against gp 160 and
p18 were detected in serum; HIV, antigen-
aemia was absent. Reverse-transcriptase
activity level3 was not significantly elevated.
During the same period, CMV IgG
antibodies titres showed a significative rise
(see table). CMV IgM and viruria were also
present. The comparison of titres of HIV,
and CMV antibodies in serum and CSF was

consistent with local synthesis of HIV,
antibodies in CSF on days 8 and 22. Blood
T4 lymphocytes were 520/mm3, T8 lym-
phocytes 3060/mm3 (T4/T8 ratio:0 17).

Heparin was maintained for six weeks.
and then changed to warfarin. Six months

Table Results of investigationsfor HIV, and CMV

Day after
admission 0 4 8 22 50 180

HIV, Serum IgG* 1/100 1/800 1/1600 1/1600 1/800 1/6400
IgM - + + +
Agt - -

CSF IgG* 1/80 1/80
Agt -

CMV Serum IgG$ < 1/100 < 1/100 1/1600 1/800 1/800
IgM§ - - + + -

CSF IgG$ < 1/10 < 1/10

*Enzyme-linked-immunoassay (ELISA), ELAVIA-HIV,
tHIV,-antigen (ELISA, Abbott Laboratories)
$ELISA, M.A. Bioproducts
§ELISA, Wellcome Laboratories
HIV,-ELISA-positive tests were confirmed by Western Blot. Antibody titres of CMV and HIV, were
calculated by comparison to a standard curve in log-log scale.

1010

by copyright.
 on M

ay 22, 2023 by guest. P
rotected

http://jnnp.bm
j.com

/
J N

eurol N
eurosurg P

sychiatry: first published as 10.1136/jnnp.52.8.1010 on 1 A
ugust 1989. D

ow
nloaded from

 

http://jnnp.bmj.com/


Letters
later the patient was symptomless; CT and
cerebral angiography were normal with com-
plete resolution of the SSS and cortical veins
thrombosis.
Unequivocal evidence of CVT involving

the SSS and the cortical veins were present in The L
our patient; clinical and radiological features Neurolog
were consistent with established criteria' 24 H
including so-called benign intracranial Deparl
hypertension and the empty delta sign: axial
CT sections of the SSS showed a triangular
enhancement pattern surrounding a central Address
hypodense area, which is considered as path- Departm
ognonic of SSS thrombosis. Extensive inves- Antoine,
tigations for other causes of CVT were Antoine,
negative, raising the question of its relation-
ship with the concurrent viral infections.
CMV primary infection was diagnosed on
IgG seroconversion, presence ofspecific IgM References
and viruria; CMV was not isolated from 1 Kalbag
CSF. The diagnosis of HIV, primary infec- Throm
tion was supported by the rise of IgG titres Press,
and the presence of specific IgM; HIV, 2 Bousser
antigenemia and reverse transcriptase Cerebr
activity were absent but they are not constant cases.
features in HIV, primary infection.6 3 Hoffma

Simultaneous CNS dual viral infection is tenzati
increasingly reported in the acquired im- reverse
munodeficiency syndrome. but occurs very 147:32
rarely in immunocompetent adults;'0 in all 4 Chiras
these cases, CMV was involved. To our Bories
knowledge, the occurrence of CVT in CMV Neurot
or HIV, infection has not been described. 5 Virapos
CMV causes a wide spectrum ofneurological U, Hu
disorders" including Guillain-Barre syn- and Si
drome, diffuse meningo encephalitis, bra- 6 throm
chial plexus neuropathy and possibly Expre6
myelitis; although cephalalgia and elevated antige
CSF pressure were recorded in some of these fluid o

cases'2 there were no other characteristics of Lancei
CVT present. Disseminated CNS vasculitis 7 Tucker
involving medium and small sized arteries Cyton
and veins (the latter to a lesser degree) ascend
occurred in one immunocompromised 1m9mu
patient.'3 A limited number of neurological 8 Pepose
syndromes have been associated with Concu
seroconversion to HIV,:meningitis,'4 ence- megal
phalopathy,'3 neuropathy'6 acute myelo- acquir
pathy." Arteritis has been described in two (AIDS
patients with well documented HIV, infec- 9 Laskin
tion.'8'9 In our patient, the exact causative Concc
link between HIV, CMV and CVT remains cytom,
speculative. Clinical and serological evidence 10 AIDS
suggest CVT was caused by viral infection. encepi
Although intra-blood-brain-barrier IgG cytom
secretion was not measured, the presence of (Berl)
anti-HIV, but not anti-CMV, IgG, and the 11 Bale JF
blood-to-CSF ratio of anti-HIV, IgG titres disord
suggest that HIV, (preferentially to CMV) 1984;4
may be the causative agent. 12 ChinCytor
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Supratentorial meningeal spread from brain-
stem glioma

Sir: Brainstem gliomas commonly spread by
infiltration of the brainstem, resulting in
multiple cranial nerve deficits, pyramidal
tract dysfunction, or cerebellar ataxia.'
Extensive subarachnoid spread (meningeal
gliomatosis) is a rare but well-described com-
plication.'`3 The spinal subarachnoid space
seems to be the site of predilection for
seeding.
We report a young woman in whom the

initial clinical picture was caused by
supratentorial meningeal involvement.
A 25 year old right-handed woman com-

plained of headaches and nausea for three
weeks. She was admitted with a sudden onset
of dysphasia and right-sided weakness. On
examination, she was alert but mute and
showed right-sided neglect, but no signs of
weakness or pyramidal features. Brain CT
was performed and appeared to be normal.
Lumbar puncture showed opening pressure
of 250 mm CSF, 40 WBCs (mononuclear
cells), 20 RBCs, a glucose level of 5 0 mmol/l
and a protein level of 12 7 g/l. Six hours later
she became confused and obtunded and
started vomiting. Examination, at this time,
showed a temperature of 39 5°C and
bilateral Babinski sign. Her neck was stiff
and Kernig and Brudzinski signs were
positive. Repeat CT (contrast enhanced),
again was negative. A second lumbar punc-
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