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favour fistula as the cause of dysphasia
rather than chronic epidural haematoma.
Besides, the sudden progression of neu-
rological signs 14 days after injury may be
attributed to acute epidural haematoma due
to ruptured pseudoaneurysm. This was the
presentation in over half the reported cases
of pseudoaneurysm, particularly in those in
whom neurological deterioration occurred
at an average of 11 days after the time of
initial injury.5 Coincidental existence of an
arteriovenous malformation and mycotic
aneurysm of the peripheral cerebral artery
were considered as the differential diagnosis.
However, in the absence of preoperative his-
tory of meningitis, cardiac disease and epi-
lepsy, these possibilities were considered
unlikely. Besides, both of these pathologies
of this patient showed evidence of trauma to
the adjacent bone, dura or cerebral tissue,
thus implicating trauma as their sole cause.

We thank Mr Henry Kam Leung for his
help in producing subtraction films.
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A case of Parkinsonism following striatal
lacunar infarction

Sir: The concept of vascular Parkinsonism is
a controversial one. Critchley first intro-
duced the concept in 1929 when he proposed
that Parkinsonism due to vascular disease
could be distinguished from idiopathic
Parkinson's disease on the basis of clinical
and pathologic criteria.' However, he did
not present individual case data, either
clinical or pathological, to demonstrate
convincingly how to distinguish these two
conditions or to exclude other recognised
causes of Parkinsonism. Subsequently,
other authors have questioned the existence
of vascular Parkinsonism as a distinct
entity, based on a lack of clinical,2
epidemiological34 and pathological56 evi-
dence. Nevertheless, there are authorities
who accept vascular Parkinsonism as a rec-
ognisable condition, generally associated
with chronic hypertension and clinical
evidence of multiple small lacunar
infarctions.7'
A diagnosis ofa vascular aetiology of Par-

kinsonism in a particular case would be
acceptable if the following criteria were met:
(1) the Parkinsonian signs were acute in
onset; (2) the signs showed spontaneous
improvement; (3) other known causes of
Parkinsonism were excluded; (4) patholo-
gical examination failed to show either neu-
ronal loss in the substantia nigra or Lewy
bodies, but did show vascular lesions
affecting the corpus striatum. In the absence
of histopathologic evidence, vascular Par-
kinsonism cannot be diagnosed with cer-
tainty, but it can be considered the probable
diagnosis if the clinical criteria are met, and
there is neuroradiologic evidence of striatal
infarction. We recently encountered an
example of probable vascular Parkinsonism,
which supports belief in the existence of this
condition.

This 37-year-old left-handed man with a
4-year history of untreated hypertension
had sudden onset of weakness of the right
arm and leg, slurred speech and right peri-
oral numbness. His speech quickly returned
to normal and he regained most of his
strength in two hours. He denied difficulty
with comprehension or formulation of lan-
guage. He had no history of diabetes mel-
litus, heart disease or cigarette smoking. He
had never taken antipsychotic drugs. On
examination his blood pressure was
180/100mm Hg. He had diminished facial
expression. Cranial nerves were intact.
There was mild rigidity of the neck, more
pronounced rigidity in the right arm and leg
with cogwheeling in the right arm, and very
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slight rigidity of the left arm and leg. Rapid
successive movements were diminished and
slow on the right side and less so on the left
side. Strength was normal. Deep tendon
reflexes were brisk bilaterally, more so on
the right. A Babinski response was present
on the right side. Sensory examination was
normal. He walked without swinging his
right arm. There was postural instability
with retropulsion. Cerebellar testing was
normal. CT scan (fig) showed generalised
mild to moderate atrophy, bilateral puta-
minal lucencies and a right cerebellar hemi-
spheric lucency. A four-vessel cerebral
angiogram was normal. Cerebrospinal fluid
was normal. The level of homovanillic acid
(HVA) in the cerebrospinal fluid was
41 ng/ml; the mean value for Parkinson's
disease patients in our laboratory is 25 3 +
12-3 ng/ml.
He improved gradually over the next 10

days in hospital. After discharge he slowly
improved further without any anti-
parkinsonian medication, with residual
rigidity on his right side. Three months after
discharge he noted sudden weakness of all
extremities and slowing of his gait. Ten
minutes later he noted numbness of his right
foot and right hand. All these symptoms
resolved in about one half hour. His blood
pressure was 150/100mmHg. There was no
change in his neurological state. A repeat
CT scan showed no new lesion. By the next
day he was less rigid.

Several features of this case make the
diagnosis of vascular Parkinsonism possible.

Fig CTscan showing bilateralputaminal
lucencies (arrows) with a larger one on the
left and moderate generalised atrophy.
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The young age of the patient, appearance of
his symptoms after a stroke, spontaneous
improvement unrelated to treatment,
lucencies seen on CT within the basal gan-
glia, and a relatively high level of HVA in
cerebrospinal fluid, higher than usually seen
in idiopathic Parkinson's disease,9 are in
favour of this diagnosis. Other causes of
Parkinsonism, such as normal pressure
hydrocephalus or neuroleptic treatment
were excluded.

While earlier reported cases of vascular
Parkinsonism represent additional probable
examples of this condition, they are open to
question in a number of respects. Hughes
and others described a 39-year-old hyper-
tensive man who developed a Parkinsonian
mask following a stroke, and who had bilat-
eral caudate infarcts revealed at necropsy.'0
It is not clear from the report if the patient
had Parkinsonian features beyond facial
masking. Tolosa and Santamaria reported
three elderly men, two of whom were hyper-
tensive, who had the insidious onset of Par-
kinsonism and who had infarcts of the basal
ganglia revealed by CT scan." Although
these cases are likely to be valid examples of
vascular Parkinsonism, the insidious onset
at a late age makes it difficult to definitely
exclude the coincidental occurrence of idio-
pathic Parkinson's disease with what could
have been silent basal ganglia infarctions.
The concept of vascular Parkinsonism is
supported by the study of Parkes et al who
noted higher CSF HVA levels in patients
with vascular Parkinsonism, diagnosed by
clinical criteria, as compared with patients
with idiopathic Parkinson's disease."2
Our patient, and those cited above, repre-

sent probable examples of lacunar cere-
brovascular disease, and there was associ-
ated hypertension in most cases. It is this
type of cerebrovascular disease, rather than
large vessel atherosclerotic disease, which
has been associated with vascular Parkin-
sonism.7 8 Although Critchley titled his
paper "Arteriosclerotic Parkinsonism" he
emphasised the presence of lacunes on
pathological examination. There is no evi-
dence that multiple cerebral infarcts on the
basis of diffuse atherosclerotic disease cause
Parkinsonism, and it is this unsubstantiated
relationship which has been the subject of
many rebuttals of the concept of vascular
Parkinsonism.34
Although we presume our patient repre-

sents an example of vascular Parkinsonism,
which is distinguished from idiopathic Par-
kinson's disease, we suspect that Parkin-
sonism is rarely vascular in aetiology. The
rarity of this condition is indicated by the
paucity of well-documented examples of it

in the literature, and by its infrequency in a

large series of Parkinsonian patients.'3

The authors thank Dr Lucien Cote for the
determination of the patient's CSF HVA
level.
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Beneficial effect of physostigmine on clinical
amnesic behaviour and neuropsychological
test results in a patient with a post-
encephalitic amnesic syndrome

Sir: A beneficial effect of physostigmine
medication on memory function as mea-
sured by neuropsychological tests has been
described in patients with an amnesic syn-
drome due to Alzheimer's disease,' - s
trauma6 7 and herpes encephalitis.8 We
report a patient with an amnesic syndrome
due to herpes simplex encephalitis who
showed a marked improvement of both neu-
ropsychological test results and amnesic
behaviour after medication with physo-
stigmine in combination with lecithin.
A 20-year-old female had acute encepha-

litis caused by herpes simplex virus type I as
confirmed by a significant rise ofHSV type I
antibody titres in CSF in comparison with
blood. A CT scan on admission was normal,
but after three days vague hypodense areas
could by delineated in the right temporal
lobe and the left Sylvian fissure. She recov-
ered without focal neurological deficits;
however, behavioural abnormalities and a
severe amnesic syndrome persisted. The first
neuropsychological investigation five weeks
after onset of her illness showed a cooper-
ative woman with a retrograde amnesia up
to one year prior to the illness. Her intel-
ligence was above average,9 and there were
no abnormalities of speech or writing. Digit
span was five digits forward and four back-
ward. On a serial verbal learning test with
fifteen items the score remained within the
first decile with no recognition on delayed
recall. On the recurring figure test'0 she
obtained a minimal score. She was apathic
but periods of uninhibited behaviour
occurred. She was not able to learn faces or
names of medical personnel and she lost her
way on the ward. After discharge she needed
constant supervision by relatives. The amne-
sic and behavioural abnormalities remained
unaltered up to five months after the onset.
She was then re-admitted and was given five
daily doses of oral physostigmine titrated to
an optimal subtoxic dose of 2 5 mg. A daily
dose of 10 mg lecithin (30% phos-
phatidylcholine) was added. Memory func-
tion was monitored by the Selective
Reminding Test," that is before titration
and during the titration period after the sec-
ond, third and fourth daily dosages of phy-
sostigmine. Parallel Dutch versions were
used to minimise learning effects. Each ver-
sion consisted of ten items with a maximum
of 15 trials. In the following period of 75
weeks, she was tested at irregular intervals in
the outpatient clinic (weeks 4, 10, 13, 15, 26,
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