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oligodendrocyte glycoprotein; MOG) 2/ 3 % HCHUfkIX, #
TS - - RIS S ARG RN YT, o
BITIx7 7 7R ~ 4 (aquaporin 4; AQP4) PUKR: D 1E A
#EAFBESS (neuromyelitis optica; NMO) ® & D FRFR I 72 58173
L, Sllbivbitd, MOG Pk EEEIL T 1~
TYE FEEAL, FHIICHMEZ (optic neuritis; ON) % F
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7o FEROGEST, R ALEE RS ) LU 1 EIB O A

bex L7z, BUHRMEO ON & LTARH LY 25704 K%
VA (AF VT L F=var 1gx3 HM) 257 — Vi
TL, BRI R LABRBIER L 10 CUE Lz, 15
FEIEIIM Lo 7. 2013 4E 2 A, MR & AR
T/ 2 MHEO A% L7z, #hEk & i o Ml s
(53w, HAMEER) A% ), MRI T3t ON & EMEE3EC T, i
BRETERDZ. AT04 KOV A B L O M ikic X
DIRFE I L, Bk LT L F=vu Y 5mg H%EH
HUBIERIL L7z W4 A, MRI CHMMEE, RHE
A FANGHIR R B T B & OV IR IR, Ao = R B, e rsEEE,
AR, R O T, SRR E 50 % % L (Fig. 14),
—IIEER R Ao TB Y (Fig. 1B) 3EHD ABER L7z,
5 HIZICE O EOL L2 LTNICY v 2 v 3 2 B K08l
L, MRI I, #EfKL ~)V Thll OJKHE kB L O Th12 ©
RN T, iR S 5 5180 3 L <7z (Fig. 1C, D).
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ON 2 ) S L WL 74 v TYE R PIE, 2704 F WAEAT R - WBC 9,600/, CRP 0.04 mg/dl, TEME, MFEH
7OV AR L OISR X ) I IR L7z, F otk HEIZSVH 7 L. ACE, HiuA%#ifk, MPO-ANCA, PR3-ANCA & X
L F=vuar20mg H%ERKEL7Z. O AQPA FLIRIZ WL b . MOG Fifkid 5 B ABED 9

WIS EEHUAE R 37.8°C, 2 DO — % PIRHIT RICEE 2 L. 5 410155 O EIEBRAE LG 122 W T Cell-based assay 7 THll5E
MFRREEAT R L LTSRS, WL 3 mm, /4 6 mm, L, &4 64015, 2,560 15, 1,280 f58 L M40 5B TH - 72,
FEMRE OGN, IREGEBEE. ARFEH . Bl - MTE w (BAZER), B 39mgd, 1)

Fig. 1 Brain and spinal MRI findings.
A. Sagittal fluid-attenuated inversion recovery (FLAIR) view (3 T, TR 8,000 ms, TE 146 ms); B. Subcortical lesions in the left anterior and
temporal lobes are enhanced with gadolinium on axial T; weighted imaging (3 T, TR 350 ms, TE 9 ms) 11 months from onset; C. Sagittal
short T, inversion recovery (STIR) image at the Th11 and 12 vertebral level (3 T, TR 3,800 ms, TE 40 ms); D. Axial T, weighted fast spin
echo (FSE) image at the Th12 vertebral level (3 T, TR 3,500 ms, TE 108 ms); E. Coronal STIR image showing a high signal lesion in the
left optic nerve (3 T, TR 3,100 ms, TE 16 ms); E. The left optic nerve is enhanced with gadolinium on iterative decomposition of water/fat
using echo asymmetry and least-squares estimation (IDEAL) imaging on admission (3 T, TR 483 ms, TE 10 ms).
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70— )VIgG /N> RN, MBP 121 pg/ml (ZE#fl < 102 pg/mi) ,
HSV-1/2, Epstein-Barr 7 1 )V A, HHV-6, /KJ& - #i5iRIEE 7
ANVABLIOH A~ AFa7 )V A PCR BN, MESER
M. MiFEES class L

GHES MRIL: ZEA AR AR BN & RIS - CIER, T, 5T
mfE5 (Fig 1E), &R s Y (Fig. 1F).

fEa 0 20134 10 H, £ ONFEDOO5RHDOAREE L
R E{To 72, BETHSEE L7 74+ 7)) ¥ 50mg/ H
BN L2 ANMRR AR S Wi L 4 7 1) A A 3mg/ HIZY) Y
B, DBmIELCwiyvy (Fig 2).
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Oral azathioprine

Oral tacrolimus

Oral fingolimod

Fig. 2 Clinical course.

The patient presented with visual impairment, optic pain and numbness of the left leg. Methylprednisolone pulse therapy

was found to be effective for optic neuritis, as well as for brain and spinal lesions. The titers of MOG antibodies decreased

gradually with a series of immunosuppressive therapies.
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Abstract

A case of recurrent optic neuritis associated with cerebral and spinal cord lesions
and autoantibodies against myelin oligodendrocyte glycoprotein relapsed after fingolimod therapy

Teiichiro Miyazaki, M.D.", Hideki Nakajima, M.D., Ph.D."”, Masakatsu Motomura, M.D., Ph.D."”,
Keiko Tanaka, M.D., Ph.D.?, Yasuhiro Maeda, M.D."?,
Hirokazu Shiraishi, M.D., Ph.D."” and Akira Tsujino, M.D., Ph.D."”

UDepartment of Neurology and Strokology, Nagasaki University Hospital
“Present Address: Medical Engineering Course, Department of Engineering, Faculty of Engineering,
Nagasaki Institute of Applied Science
“Department of Life Science, Medical Research Institute, Department of Neurology, Kanazawa Medical University
“Present Address: Department of Neurology, National Hospital Organization, Nagasaki Kawatana Medical Center

A previously healthy 16-year-old girl developed sudden eye pain and visual loss in her right eye. On day 7 from
onset her right visual acuity had decreased to light perception, and she underwent 5 courses of intravenous
methylprednisolone therapy (IVMP, 1 g/day for 3 consecutive days per week). Her eye pain and her visual acuity had
improved immediately. Eleven months later, follow-up MRI revealed three T,-hyperintense plaques involving subcortical
white matter in the left occipital lobe, right frontal lobe, right thalamus, and thoracic spinal cord. We suspected the
diagnosis as multiple sclerosis and treated with fingolimod. She developed recurrent optic neuritis (ON) on day 19 from
fingolimod therapy, and we stopped fingolimod. For two years from onset she was admitted five times due to recurrences
of ON and appearance of white matter lesion and myelitis. At 22 months, anti-myelin oligodendrocyte glycoprotein
(MOG) antibodies revealed to be positive in her sera from the onset to the present. Our case report suggests that
fingolimod might not be effective in anti-MOG antibody-related disorders together with anti-aquaporin-4 (AQP4)
antibody-positive group.

(Rinsho Shinkeigaku (Clin Neurol) 2016;56:265-269)
Key words: anti-myelin oligodendrocyte glycoprotein (MOG) antibodies, fingolimod, anti-MOG antibody-related disorders,
optic neuritis




