
vasculitis has been pathologically con¬
firmed5·6 in two cases of intracranial
hemorrhage related to amphetamine
abuse. Narrowing or beading of cere¬
bral vessels has been observed angio-
graphically in a number of amphet¬
amine abusers studied for various
reasons,7 including six patients with
intracranial hemorrhage.1·8·9 However,
vasculitis was confirmed pathologi¬
cally in only one of these cases.6 In
other cases, the radiologie appearance
of arterial narrowing may have been
related to arterial spasm caused by
subarachnoid hemorrhage8 or by a
direct action of the drug on arterial
smooth muscle.4
The role of hypertension in precipi¬

tating hemorrhage from AVMs
remains uncertain.10 In the present
case, however, hemorrhage from an
AVM occurred within minutes of an

IV injection of methamphetamine,
suggesting the possibility that hyper¬
tension induced by the noradrenergic
stimulation associated with amphet¬
amine injection11 contributed to the
rupture of a preexisting AVM. Radio-
logic evaluation of similar cases may
provide further documentation of this
association.

Michael J. Aminoff, MD, provided editorial
assistance.
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Focal Dystonia and Lacunar Infarction
of the Basal Ganglia
A Case Report
Louis S. Russo, Jr, MD

Dystonia, a movement disorder first
described by Oppenheim in 1911,1

is most often of idiopathic origin.
Although symptomatic dystonia re-
lated to specific pathologic processes
does occur,2 persistent focal dystonia
secondary to a vascular lesion is
uncommon.3 We report a case of focal
dystonia associated with a lacunar
infarction in the contralateral basal
ganglia.

REPORT OF A CASE
A 56-year-old hypertensive man had a

seven-month history of involuntary move-
ment of his left upper extremity. The con-
dition had begun abruptly and was not
associated with weakness or sensory dis-
turbance in the affected limb. The move-
ments were slow and caused the patient's
fingers to assume unusual positions. Activ-
ity exacerbated the movements. No other
part of the body was affected.
Hearing loss, vertigo, tinnitus, and mild

incoordination in the left upper extremity
had begun abruptly two months before the
onset of the movement disorder. An audio-
gram confirmed a sensorineural hearing
loss in the left ear. Computed tomographic
(CT) scan of the brain and cerebral angio-
gram were normal. The diagnosis was a

limited brainstem infarction on the left.
Symptoms gradually cleared, and he had
been neurologically asymptomatic for sev¬
eral weeks before the onset of the move¬
ment disorder.
Examination results were normal,

except for the condition in the left upper
extremity. The left hand and forearm
showed involuntary movements that pro¬
duced an unusual posture, with hyperpro-
nation and flexion at the wrist, extension
of the fingers, and opposition of the thumb.
There was an evident increase in tone in
the affected muscle groups. There was no

weakness, reflex abnormality, or sensory
dysfunction. No carotid bruits were
heard.
A CT scan of the brain disclosed two

small, low-density areas in the region of
the right lenticular nucleus. These areas
did not enhance with contrast (Figure).
The patient was treated with haloperi¬

dol. The dosage was gradually increased to
2 mg three times a day. A substantial
decrease in dystonic movements occurred.
He has now been observed for an addition¬
al eight months. An attempt to discontinue
the haloperidol therapy after six months
produced an increase in the dystonia. He is
presently well, is being maintained on

1-mg regimen three times a day, and has
not experienced dystonic movements in
any other body part.

COMMENT
The abnormal movements of this

man's left hand were slow, sustained,

and twisting. They produced an
unusual posture in which the wrist
was flexed and pronated, the fingers
extended, and the thumb moderately
opposed. Lacunar infarcts affecting
the basal ganglia are common, but
clinically evident movement disorders
attributable to them are uncommon.4
However, a recent report of hemicho-

Unenhanced computed tomographic scan

demonstrating two lacunar infarctions in right
corpus striatum.
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rea-hemiballismus associated with a
lacunar infarction has appeared,5 and
the authors offered possible explana¬
tions for the rarity of an associated
disorder of movements. Folstein et al6
reported a case resembling Hunting-
ton's disease associated with multiple
bilateral lacunar infarcts in the cor¬

pus striatum. Although the associa¬
tion is tenuous, it is tempting to
ascribe the dystonia of our patient to
the lesions of the contralateral basal
ganglia.
The literature on the association

between focal dystonia and vascular
lesions is limited. In 19297 Sterling
described two patients. One, however,
showed generalized involvement of
the trunk muscles, and the second also
had choreoathetotic movements of the
legs. Neither was subjected to autopsy
studies. Subsequent reports have
described an associationwith an angi-
omatous condition in the putamen and
état criblé,8 striatal ischemie necro¬

sis,9 and arteriovenous malformation
of the basal ganglia.10 Zeman and
Whitlock3 briefly mentioned five
patients who had a restricted form of
dystonia affecting the facial and lin¬
gual muscles and hands. Although
they suspected cerebral arteriosclero¬
sis as the cause, no report of patholog¬
ic findings was given. The authors
reviewed the literature and concluded,

"We have been unable to find re¬

corded instances in which discrete
focal vascular lesions of any localiza¬
tion have produced predominately
dystonic manifestations." More re¬

cently, Burke et al," in a report of
delayed-onset dystonia associated
with static encephalopathy, described
two cases presumably related to cere¬
bral infarction. In neither case was
the dystonia truly focal, however. One
case with dystonia affecting the face
and upper extremity was associated
with CT evidence of infarction in the
distribution of the contralateral mid¬
dle cerebral artery. No reference was
made to abnormality in the basal gan¬
glia. The second case with dystonia
affecting the face, arm, and leg had no

confirmatory evidence of infarction.
Our case does provide clinical evi¬

dence that a focal vascular lesion of
the corpus striatum may produce
focal dystonia. Although this man did
have a transient episode of presumed
brainstem dysfunction two months
before the onset of the dystonia, one
can only speculate on the importance
of this condition relative to the
present symptoms. It is possible that
the dystonia developed because of the
combined effect of the basal ganglia
lesion and some persistent, subclinical
brainstem dysfunction. It seems more

likely, however, to be related to the

lesion in the contralateral corpus stri¬
atum alone.
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Traction Injury of Peroneal Nerve
Caused by Minor Athletic Trauma
Electromyographic Studies
Erich W. Streib, MD

Adduction injuries of the knee joint
with rupture of the lateral liga-

ments may lead to a severe traction
injury of the peroneal nerve.1,2 Less
well-known injuries include minor
traction or stretch injuries of the
peroneal nerve, as may be caused by
slipping or turning of the leg or sud-

den stretching while serving in ten-
nis.3 These injuries may or may not be
associated with musculoskeletal trau-
mata, such as ankle sprains or frac-
tures.
I describe a patient with such a trac-

tion injury of the peroneal nerve. The
electromyographic (EMG) findings
shed additional light on the pathoge-
neticmechanisms of such injuries.

REPORT OF A CASE

During a racquetball game, a 25-year-old
man suddenly turned on his left leg, trying

to avoid the racquet of his opponent. He
sustained an eye injury; while hospitalized
for this injury, he noticed that he could not
extend his left great toe. He denied pain in
the leg, ankle, or back, or abnormal sensa-
tion. There was no early improvement, but
six months after the injury, only weakness
of extension of the great toe was evident.
One year after the injury, strength was
almost normal.

EMG FINDINGS

The initial study was performed six
months after the injury. Results of
nerve conduction studies of the right
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