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A Case of Chiasmal Optic Neuritis with Bitemporal Hemianopsia
in Multiple Sclerosis

Sung-Min Kim, M.D., Min-Jeong Kim, M.D., Jeong-In Cha, M .D.,
Jung-Joon Sung, M.D., Kwang-Woo Lee, M .D.

Department of Neurology, Seoul National University Hospital
We report a case of chiasmal optic neuritis in a patient who had been diagnosed as multiple sclerosis, and was pre-
sented with bitemporal hemianopsia. The brain MRI revealed a high signal lesion with focal enhancement in optic chi-
asm, and the visual evoked potential functionally supported it. Thisisthe first case of chiasmal optic neuritisin multiple

sclerosis with temporally and spatially disseminated lesions.
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Figure 1. Goldmann’ s perimetry of the patient at admission, which shows the findings of bitemporal hemianopsia.
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Figure 2. Half-field pattern-reversal VEP of the patient. Stimulation of both temporal half-fields produces no VEPs (upper) whereas
stimulation of nasal half-fields produces VEPs in almost all recordings (lower). Voltage scale: 2.5 uV/division, Sweep time: 25

msec/division.
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Figure 3. Brain and spine MRIs of the patient. Brain MRI shows T2 high signal intensity (A) and diffuse enhancement of optic chi-
asm (B), whereas no abnormal finding of optic nerves (C). Cervical spine MRI shows T2 high signal intensity (D) and diffuse

enhancement of spinal cord in the C2-5 level (E).
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