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Acute Isolated Unilateral Internal Ophthalmoplegia Associated with Intracranial Lesions: A
Case Report and Review of Literature CHEN Dan-yang, LI Yan-yan, TANG Ying-xin, BAI Shuang,
WANG Jing-xuan, PAN Chao, TANG Zhou-ping. Department of Neurology, Tongji Hospital, Tongji Medical Col-
lege, Huazhong University of Science and Technology, Wuhan 430030, China

Abstract Objective: To analyze the clinical characteristic and prognosis of anti-GQ1b antibody syndrome mani-
fested by isolated unilateral mydriasis. Methods: A case of anti-GQ1b antibody clinically manifested by acute iso-
lated unilateral mydriasis associated with intracranial lesions was reported and the relevant literature was reviewed
in this study. Results: We report a 40-year-old Chinese woman presenting with postinfectious unilateral mydriasis
and blurred vision. Pupillary light reflex was decreased in the right pupil and normal in the left; ocular movements
were unrestricted bilaterally. Also, brain magnetic resonance imaging revealed abnormal signals in the left hippo-
campus and thalamus, and somatosensory evoked potential central conduction times were prolonged in both lower
limbs. Serum assay for antiganglioside antibodies revealed elevated titers for [gM anti-GQ1b antibody. The patient
was treated with intravenous immunoglobulin and recovered gradually. Seven cases of anti-GQ1b antibody syn-
drome manifested by isolated internal ophthalmoplegia were identified from the Pubmed. Pupillary light reflex
was decreased in 6 cases; weakened tendinous reflect was found in 5 cases; ataxia was identified in 3 cases; 7 cas-
es were serum IgG anti-GQ1b antibody positive. All the cases recovered completely and had better prognosis. Con-
clusion: Isolated internal ophthalmoplegia is rarely reported in anti-GQ1b antibody syndrome. Our case report
helps increase the level of diagnosis and treatment of this disease.
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