e of the abnormal
Thls is an inter-

pal
| which the eyes jerk upward
nt an slowly turn to. mxdposltxon, has been

wird movement of the eyes; followed by a rapld réturn to
,'has been termed “ocular dipping,” and has occurred
oxic coma and after prolonged status epilepticus.5¢ We
lated abnormality of vertical eye movements consist-
Joy y upward deviation of the eyes followed by a rapid return to

ion; which descriptively is the reverse of ocular dipping.
rt. A 42-year-old man with a history of IV drug abuse,
MDS, and persistent cryptococcal meningitis was admitted to the
hospital for placement of an Ommaya reservoir and intrathecal
. amphotericin. This therapeutic reglmen resulted in modest clinical
provement. ¢oincident with a drop in CSF cryptococcal antigen
-titers. However, his mental status remained significantly impaired.
He could respond to two-step lateralized motor commands and an-
swer- questlons using simple phrases. A right homonymous hemi-
anopia; moderate right-sided facial, limb weakness, and hyperactive
deep tendon reflexes were present. There were no abnormal brainstem

.or cerebellar signs.

d. two. brief seizures during the course of his illness, one
éd and the other right focal motor. These were treated with

ti¢ range. The interictal EEG showed diffuse background
lowing C der ﬂ;m rated diffuse’ cerebral attophy with focal hypo-
a8, ft parieta-occipi
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“cal” ocularbobbmg‘ but.

clature that has evolved’ since the initial description of ocular bobbizg.

by C.M. Fisher. The abnormal eye movements consisted of. slo
upward deviation of the eyes, a brief fonic phase, and then a rapid-
return to midposition. Qur. patient. was awake and partially re-

- sponsive, whereas all reported cases with ocular dxppmg and . most’
cases of ‘otular bobbing were associated with coma.!% He also had

intact oculocephalic and caloric responses, ‘which are ahsent in “typ
 be present in atypical forms. There was.
an absence: of roving éye: movements which' were present m
patients with ocular dipping.5

Recognition of the phenomenon of reverse ocular dipping servesto '

complete the clinical tetrad of non-nyscagmoid biphasic vertical os-

cillations under the general heading of ocular bobbing and variants. ‘
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) Hemidystonia due to subdural hematoma

John M. Eaton, MD

Late-onset hemidystonia is usually due to a destructive lesion of the

- basal ganglia or thalamus.! The lesion is usually ischemic or trau-

& matic, but hemidystonia due to tumor infiltrating the basal ganglia

. has been described.? This case developed a hemidystonia from a
subdural hematoma.

Case report. A 56-year-old man crashed his bicycle during a race.
He was wearing a helmet, and was not known to be unconscious,
althéugh he has no meémory of the crash. Mild confusion cleared a few
minutes after the'accident. He did sustain a fractured clavicle, frac-
tured ribs, and 20% pneumothorax, and later developed pneumonia.
These problems cleared in 3 or 4 weeks, and he resumed bicycle racing.

Ten weeks after the crash he noticed that he would bump into
things on either side while walking. He also had difficulty writing
because of impaired control of the right hand. He had no difficulty
with word finding or comprehension but did notice that his memory
was not quite as good as it had been. One day after the onset of these
symptoms, he first developed mild, fleeting, generalized headaches.

He was examined 2 days after the onset of neurologic symptoms.
There was no external evidence of head trauma. He was alert and
oriented; he remembered objects and performed calculations well.
Language function was normal. He was able to name only four dif-
ferent makes of bicycle. Cranial nerves were normal.

While he was sitting and talking, his right hand appeared to have a
life of its own. It would spontaneously drift off his lap with slow
spontaneous movements of his fingers, which were flexed at the MP

- and ¢xtended at the IP joints. There were also slow. flexion and

extension ‘movements as well as ‘twisting movements of the wrist.
These. movements also waxed and waned, but were always present to
some degree. The patient was unaware of these movements, and

] seemed somewhat surprised when they were called to his attention.

Al spontaneous gestures were done with the left hand, Although he
wag right-handed, he used only the left hand to take off his shoes.
There were also slow contractions of the right quadriceps muscle

association. R
Transtentorial herniation may produce focal areas of mchemxa by
vascular compression.® The anterior chi rmdal arte 'may-be com
pressed against the tentoriu v
putamen and lateral globus pallidus.® Tbe ascular D)
thalamus may also be compressed dunng rniation.”.
apparently didn’t have an infarction since he recovered so rapldly, ut -
he could well have had ischemia of either the medial basal ganglm or..
the thalamus, causing dystonia that was reheved by remo
subdural. Y
Whatever the mechanism, the association of hemldystoma wnth a
subdural hematoma emphasizes the need to perform a neuroimaging
study in the evaluation of patients with a recent onset of hemi- -
dystonia. -
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