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Fig. 1 Brain MRI after convulsion at September 2019.
(A) FLAIR, (B) DWI, (C) T,WI, (D) T,WI. FLAIR-high signal appeared in right cerebral cortex (A), while no
signal change was seen on DWI (B). R = right, L = left.

Fig. 2 Brain MR FLAIR imaging when her somnolence tendency appeared at May 2020.
FLAIR-high signal appeared in bilateral midbrain, bilateral thalamus, and white matter of left anterior lobe.
R = right, L = left.
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Fig. 3 Brain and optic nerve MRI at the onset of optic neuritis.
Right optic neuritis was observed at axial sections. Right optic nerve tortuosity was observed. No enhancement was detected
(A, B, C). Swelling of right optic nerve was seen at coronal sections (D, E). FLAIR-high signal with enhancement was seen in
white matter of right parietal lobe. A, F: FLAIR; B, D, G: T,WL C, E, H: T,WI (CE). R = right, L = left.
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Fig. 4 Medical history until hospitalization in our institution.
Convulsion occurred at September 2019 and October 2019. Somnolence tendency appeared at May 2020
and disappeared after corticosteroid pulse therapy. Optic neuritis developed at June 2020.
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Fig. 5 Treatment course of optic neuritis.

Corticosteroid pulse therapy slightly improved the visual acuity and critical flicker frequency in right eye.

After plasma exchange, these visual symptoms and signs were normalized. P100 latency of left eye reached

normal range. Also, myelin-oligodendrocyte glycoprotein antibody titer decreased in serum and became

negative in CSE White matter lesion disappeared.
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Abstract

An 11 year old woman with myelin-oligodendrocyte glycoprotein antibody showing various phenotypes
of central nervous system disorders in one year

Namiko Oshibe, M.D.?, Yukio Takeshita, M.D., Ph.D.?, Shiori Takahashi, M.D., Ph.D.”, Mariko Oishi, M.D., Ph.D.V,
Yasuteru Sano, M.D., Ph.D." and Takashi Kanda, M.D., Ph.D.

U Department of Clinical Neuroscience and Neurology, Yamaguchi University Graduate School of Medicine

An 11-year-old woman with myelin-oligodendrocyte glycoprotein (MOG) antibody developed cortical encephalitis
twice, followed by acute disseminated encephalomyelitis (ADEM) and optic neuritis in one year. Although optic neuritis
was refractory after corticosteroid therapy, plasma exchange was effective and complete remission was achieved. We
considered that episodes of cortical encephalitis, ADEM and optic neuritis occurred in the present patient can be
included in MOG IgG-associated disorders. Also, we recommend plasma exchange for refractory MOG IgG-associated
optic neuritis, even in pediatric patient.

(Rinsho Shinkeigaku (Clin Neurol) 2022;62:211-216)
Key words: MOG antibody, cortical encephalitis, optic neuritis, acute disseminated encephalomyelitis (ADEM),
plasma exchange




