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Fig. 1 Photographs of ocular movement at 10 days from onset. Vertical gaze was moderately lim-

ited. Horizontal abduction was limited more than horizontal adduction.
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Abstract

A case of acute ophthalmoparesis with gaze nystagmus

Naomi Ikuta, M.D.", Yukiko Tada, M.D."” and Michiaki Koga, M.D.”
"Department of Neurology, Ube-Kousan Central Hospital
*Department of Neurology and Clinical Neuroscience, Yamaguchi University Graduate School of Medicine

A 61-year-old man developed double vision subsequent to diarrheal illness. Mixed horizontal-vertical gaze
palsy in both eyes, diminution of tendon reflexes, and gaze nystagmus were noted. His horizontal gaze palsy was
accompanied by gaze nystagmus in the abducent direction, indicative of the disturbance in central nervous sys-
tem. Neither limb weakness nor ataxia was noted. Serum anti-GQ1b antibody was detected. Brain magnetic reso-
nance imaging (MRI) findings were normal. The patient was diagnosed as having acute ophthalmoparesis. The
ophthalmoparesis and nystagmus gradually disappeared in 3 months. The accompanying nystagmus suggests
that central nervous system disturbance may also be present with acute ophthalmoparesis.

(Clin Neurol 2012;52:433-435)
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