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Fig. 1 Brain magnetic resonance image (MRI) findings 1 day after admission.
A, B, C: T,-weighted image (Axial, 1.5 T; TR 5,000 ms, TE 103/Ef ms). Brain MRIs show high intensity in bilateral
cerebellar hemispheres, vermis cerebelli, right middle cerebellar peduncle, bilateral third periventricle, and deep white
matter in the left front-parietal lobe (arrows). D, E, F: Gadolinium-enhanced T;-weighted images (Axial, 1.5 T; TR 400
ms, TE 20 ms) show slight enhancement in the left front-parietal lobe.
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Fig. 2 Clinical course.

IVMP = intravenous methylprednisolone, PSL = prednisolone, IVIg = intravenous immunoglobulin, IAPP = immuno-

adsorption plasmapheresis.
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LC, ADEM, Witk BERIEIERERE (posterior reversible
encephalopathy syndrome; PRES), HIV B, FAKHRERE
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MEDOZEE)S % <, FHIETUE L2 h o 7272 ORRIICI1E
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12 &Y FEREDOBE % & L o D IERIH 2011 4F 0 ECTRIMS
DRAY =583 (Poster No. 534) THE SN, BEHLSD
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Abstract

A case of neuromyelitis optica spectrum disorder developing a fulminant course
with multiple white-matter lesions following fingolimod treatment

Shoko Izaki, M.D."”, Shinya Narukawa, M.D.", Akihiro Kubota, M.D.", Takao Mitsui, M.D.",
Hikoaki Fukaura, Ph.D."” and Kyoichi Nomura, Ph.D."”

YDepartment of Neurology, Saitama Medical Center

A 49-year-old female neuromyelitis optica spectrum disorder (NMOSD) patient with positive anti-aquaporin 4
(AQP4) antibody was treated with fingolimod (FTY720). Ten days later, she developed acute disturbance of
consciousness, aphasia, right hemi-spatial neglect, and right hemiparesis. Brain MRI showed multiple white-matter
lesions with slight Gadolinium enhancement. She was diagnosed of acute exacerbation of NMOSD. Thus, fingolimod may
be associated with the development of a fulminant course in NMOSD patients with positive anti-AQP4 antibody

(Clin Neurol 2013;53:513-517)
Key words: neuromyelitis optica spectrum disorder, fingolimod (FTY720), anti-AQP4 antibody, multiple sclerosis






