
Letters to the Editor

1 Bardwick PA, ZvaiflerNJ, Gill GN,Newman D,
Greenway GD, Resnick DL. Plasma cell
dyscrasia with polyneuropathy, organo-
megaly, endocrinopathy, M-protein, and skin
changes (the P.O.E.M.S. syndrome). Report
of two cases and a review of the literature.
Medicine (Balitmore) 1980;59:311-22.

2 Nakanishi T, Sobue I, Toyokura Y, et al. The
Crow-Fukase syndrome: a study of 102 cases.
Neurology 1984;34:712-20.

3 Barrier JH, Le Noan H, Mussini JM, Brisseau
JM. Stabilisation of a case of P.O.E.M.S.
syndrome after tamoxifen administration. J
Neurol Neurosurg Psychiatry 1989;52:286.

4 Berkovic SF, Scarlett JD, Symington GR,
Dennet X, Woodruff RK. Proximal motor
neuropathy, dermato-endocrine syndrome
and IgG kappa paraproteinaemia. Arch
Neurol 1986;43:845-8.

5 Narasimhan P. Tamoxifen in the treatment of
refractory lymphoma. N Engl J Med
1984;311:1258-9.

6 Kelly JJ, Kyle RA, Miles JM, Dyck PJ. Osteo-
sclerotic myeloma and peripheral neuropathy.
Neurology 1983;33:202-10.

7 Delauche MC, Clauvel JP, Seligman M. Peri-
pheral neuropathy and plasma cell neoplasias;
a report of 10 cases. Br J Haematol
1981;48:383-92.

8 Read D, Warlow C. Peripheral neuropathy and
solitary plasmacytoma. J Neurol Neurosurg
Psychiatry 1978;41:177-84.

9 Iwashita H, Ohnishi A, Asada M, Kanazawa Y,
Kuroiwa Y. Polyneuropathy, skin hyperpig-
mentation, edema and hypertrichosis in
localized osteosclerotic myeloma. Neurology
1977;27:675-81.

Traumatic basal ganglia haemorrhage
with slight clinical signs and complete
recovery

A traumatic basal ganglia haemorrhage is a

rare but serious complication ofhead injury.'
Recognition of its prevalence and clinical
features has been made possible by the advent
of CT.2" We describe a patient with a large
traumatic basal ganglia haematoma with
slight neurological signs and complete
recovery.
A 15 year old right handed young woman

sustained a left frontotemporal injury in a

motorcycle accident. Witnesses reported a

short loss of consciousness (lasting a few
seconds) accompanied by a sudden and brief
extensor "stiffening" of all limbs and fol-
lowed by a short confusional state (a few
minutes). On admission to the emergency
department an hour later she was awake and
fully orientated and reported retroan-
terograde amnesia ofa few minutes' duration.
General physical and neurological examina-
tions were normal, as were X ray pictures of
skull, chest, and cervical spine, routine
laboratory investigations andEKG. The next
day she was still alert and cooperative,but
complained of diffuse, moderate to severe,
band-like headache. She had a very slight
weakness ofher left lower facial muscles. Her
EEG showed a drowsy pattern (flattening
with bilateral random 4-7 Hz low voltage
waves, with inverted arousal reaction) with-
out clear cut abnormalities. Two days later a

repeat EEG showed right temporo-frontal 1-
3 Hz high voltage waves, spreading mainly to
the ipsilateral hemisphere. A brain CT scan

showed a medium sized haemorrhage
surrounded by a slight oedema in the anterior
half of the right lentiform nucleus, with a

slight compression of the frontal horn of the
lateral ventricle and displacement of the

anterior limb and genu ofthe internal capsule
and the head ofcaudate nucleus (figure). Over
the following days the facial weakness disap-
peared completely. A repeatCT ten days later
showed a reabsorption of the haemorrhage.
The EEG had reverted to normal. A right

Figure CT scan showing right basal ganglia
haemorrhage

carotid angiogram did not show a vascular
lesion.
Traumatic basal ganglia haematoma is a

rare (3%) complication of severe closed head
injury, occurring mainly in the young,2 3 the
proposed underlying mechanism is shearing
of an anterior choroidal or lenticulostriate
artery due to the violent acceleration-
deceleration brought about by a high velocity
injury."' In almost every case the haemor-
rhage is accompanied by the usual path-
ological features of severe head injury-for
example, diffuse axonal injury, multiple
contusions, and epidural or subdural
haematomas." In one large series patients
with a traumatic basal ganglia haematoma
had a poor prognosis2 but cases with a

favourable outcome have been reported.'
Basal ganglia vascular lesions that do not
involve the internal capsule may be asymp-
tomatic,4 and subcortical vascular lesions of
the dominant hemisphere may bring about
only aphasic disturbances' or even be clin-
ically silent.6 Small basal ganglia haemorr-
hages in the non-dominant hemisphere may
not be associated with the typical cognitive
and behavioural syndrome (left neglect,
visuospatial impairment etc).' The interest of
the present case lies in its favourable out-
come. Although an early CT examination was
not performed, we suggest that the early
absence of neurological and EEG abnor-
malities reflected a slow development of the
haematoma.
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Transient pure sensory strokes in
patient with aneurysm ofrostral basilar
artery

Pure sensory stroke (PSS) usually results
from a lacunar infarct in the sensory nucleus
of the thalamus;' however, ischaemic and
haemorrhagic lesions with various locations
have also been reported.'" We studied a
patient with PSS in whom an aneurysm ofthe
rostral basilar artery was disclosed by CT
scan and MRI.
On the day ofadmission a 78 year old, right

handed man suddenly developed three brief
episodes ofnumbness and unpleasant dysaes-
thesia on the right side of the body. He had
no headache, stiff neck, dizziness, or visual
symptoms. He was in good health except for
arterial hypertension, which was well con-
trolled with medication. Neurological exam-
ination performed during one of the episodes
showed that he was conscious, well oriented,
and aware of his disorder. There was loss of
temperature and pain sensation affecting the
left side of the body including the face.
Touch, vibration, position sensation, graph-
aesthesia, and stereognosia were normal, and
no other neurological deficits were found. A
few minutes later the symptoms resolved
spontaneously, and the neurological examin-
ation showed no objective sensory disturb-
ances. Speech and language and other
neuropsychological functions were normal.
General physical examination was unremark-
able and laboratory studies showed normal
results. Electroencephalogram, somato-
sensory, brainstem auditory, and visual
evoked potentials were also normal. The CT
scan showed a round area of contrast enhan-
ced density in the region of the interpedun-
cular fossa, with the CT features of a rostral
basilar aneurysm (figure, top). MRI confir-
med the presence of an aneurysm extending
from the upper pons to the inferior aspect of
the third ventricle without affecting the
thalamus and compressing the left cerebral
peduncle, which appeared slightly atrophic
(figure, middle). MRI disclosed hyperintense
images within the aneurysm, suggesting a clot
inside its lumen (figure, bottom). Both CT
scan and MRI did not show any abnormality
of a focal nature in the brainstem, intemal
capsule, basal ganglia, or cerebral hemis-
pheres. A digital venous angiogram showed
no stenosis or ulceration in the carotid or
basilar arteries. Reassessment six months
later showed a normal neurological examina-
tion, and the patient reported that no other
similar disturbances had occurred.
The neurological disorders in this patient

meet the established criteria for transient
ischaemic neurological deficit (TIA) as they
resolved within a few minutes after onset.
Both CT scan and MRI showed a saccular
aneurysm of the rostral basilar artery without
any other pathological change elsewhere in
the brain. Therefore the precise vascular
territory affected cannot be identified, but on
the basis of the aneurysm location either the
vascular supply of the thalamus or of the
upper midbrain explains the symptoms and
signs presented.'" Asymtomatic aneurysms
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