drochloride (Prolixin) and the thio-
xanthene thiothixene (Navane) follow
haloperidol in potency.

The low-potency neuroleptic agents,
including the aliphatic phenothiazine
chlorpromazine (Thorazine) and the
piperidine phenothiazine thioridazine
(Mellaril), while associated with ocu-
logyric crises, are much less likely to
cause an oculogyric crisis. This can
most likely be attributed to the inher-
ent anticholinergic effect of these

agents.??
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Pontine Ataxic Hemiparesis

To the Editor.—In a recent article,
Ichikawa et al (ARCHIVES 1982;39:585-
586) discussed the possible causes of
ataxic hemiparesis. We report a case
of ataxic hemiparesis with an ische-
mic lesion in the basis pontis, clearly
shown by computed tomography
(CT).

Report of a Case.—A T2-year-old man
experienced weakness of the right arm and
right leg on awakening and noticed some
numbness of the right hand. On admission
to the hospital two days later, his BP was
slightly elevated (160/100 mm Hg). Physi-

cal and cardiac examination results were
not remarkable. There was right-sided
hemiparesis; strength was reduced to four
fifths in the extensor muscles of the upper
extremity and to three fifths in those of
the lower extremity. There was a right
plantar reflex to the extensor muscle, as
well as mild ataxia in the right arm and
severe ataxia in the right leg. The patient
could not stand up without assistance. Sen-
sation was normal. No visual field defects
could be observed, and there was no speech
disturbance. The patient had binaural per-
ception deafness. The other cranial nerves,
including those for ocular and facial motil-
ity funection, were normal. There were no
carotid bruits. The ECG and results of
blood chemistry tests and CSF analysis
were normal. An EEG showed a back-
ground rhythm of 8 to 9 Hz, sometimes
slowing to 7 to 8 Hz, infrequent theta
waves were recorded in the temporal leads.
Brain-stem auditory evoked responses
were not obtainable bilaterally due to
hearing loss. A contrast-enhanced CT scan
two weeks after onset showed a hypodense
area (density, 17 hyperemia units; 10 mm
in diameter) in the basis pontis on the left
(Figure). Four weeks later, muscle
strength was normal, but ataxia was still
present.

Comment.—Ataxic hemiparesis is
caused by different types of lesions,
localized in the basis pontis, midbrain,
or internal capsule and verified by CT
scan or autopsy. Ischemie,’ hemor-
rhagie,? or metaplastic’® lesions in the
basis pontis and a midbrain mass*
have been described. Reports of lacu-
nar infarets in the internal capsule,
shown by CT scan, are now abun-
dant.*"? To our knowledge, this is the
first case of CT-visualized pontine
lacunar infarction in a patient with
“typical” ataxic hemiparesis, as
described by Fisher.! Sakai et al®

reported an atypical case of ataxic
hemiparesis with trigeminal weak-
ness, caused by a lacunar lesion in the
basis pontis and confirmed by a CT

scan.
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Left, Contrast-enhanced computed tomographic scan two weeks after
onset of right-sided ataxic hemiparesis. Right, Hypodense area in left pons.
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