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A (NMOSD) (27 4 >3 £ F (FTY720, 1.25 mg/ H,
ARFE 7 S RSN, dLkXTo 7 1 > T £ FOKEE R
1205 mg HCTH %) 45, 1G# 10 HER ISR BHEE,
RFEIE, B R AL, NMOSDY o2z 2L 72
SEBIZRRER L 72, 74 TV ERIE, ) SERDI 2k Vo8
R SRS 2@ CTEELRZEEZRZLTVEAT (¥
T2 1-) YR (SIP) =R (SIP, S454k) \SHEREN T
YHETZANELTHERL, U BRoOBEEIIH L, H3
TR MS (2R L CHSEHIBIADE 2 F6H 3 2 31 L W LIEER]
T, 2011 4F 11 H A S RBoEIs ST 2.

AE, bbbz 7 4 > T E NI GRICEEER 2 217
NMOSD DJERBI & #EER L, 7 4 > TV € N5 AQP4 Pkl
PEAE B2 3> C NMOSD O e K38 3 % Bk 3 2 W gt AR
sz,

E Bl

FEB 49 ik,

FAR U, EGRREE

BEAERE « A4S (46 7%).

BUBIE © 2005 45 8 1, KERICEMRES 2SI L 2ksdr
MR E S (acute disseminated encephalomyelitis; ADEM) &
WL, A70A4 F/OVARETEE L. [ 12 HICH
BREE, A RIBORE, AR SURS B L, BEE MRI

T, BFAER T T 5 HESE & Th1l-12 12 T, A % T
EEGEA LD, MERASLKERRRE, )3 70—F
LNy K (OCB) Batho#E KA HABEEIETE 2 A7, £5
HERIALAE (MS) & EEBE L7z, 2006 4F 8 A 12K & gt T
5% A& ®72H, longitudinal extensive spinal cord lesions;
LESCL (& & D o 72, FEARMO HCHMELBHETH -
eicd, A vy —7xu iEHEE 5 COBIETHOREILE
A SNFH R TRIBEIZ SN Tz, 2008 4E 23T AQP4 BT
TRBEVEASHIBE L 7248, kRl % L CHRERE A L ©F
3HEMRLL E ORI E L o722 LD, T AQPA Hilk Ry
T d - 72 %5 McDonald # Wi 269 (2005 FCL5E) %7z L
TW/z720 MS OB WS & ) LFps 7z, 2008 49 HIZ7 «
I EF (FTY720) GERO EINIEARRBIEA Sz (4
B, REBHRTIERIEEL L CERHoRERAERKRE T
W72, PLAQPA PUKD A IOV TIIE L EN TV o
72). 2009 43 H A (X-10H) 2 fkbedz G- 3BR 1) B35 B
3£ (F3 1.25 mg/ H) x5 a7z, X-1HEHDS W &
2 EFIIRE 2 LooYae, A H O A & MK 72 5H
HaefostiE s B L7z, IR OERSE % NIk L 72 A%ER)S
YL RwD, XH GELWH) \S/BREZE, ZOEIC
BREOEMEELZ A LD DBEE AR L.

ABEREEE © 515 156 cm, 1A 48 kg, {4 35.6°C, ML
104/43 mmHg, k#7156 [0/ 45 -%, NlEEsE 2 L, KE% L.
MR R - ER -1 (JCS), Do b pHEkEY
FE D LA, FEERGGE G, R, HERICEE T R %
<, BRRIIEHIEEE, 1HFHEE) LM CIEs, BRI
ek L TR A e, HNKEHIBEETH -7z, B
SR EEREE IR E DD o7z
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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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TIXRER 1.1 mg/dl & Ml % & & o 7275, BFFkeE BikAE,
HIRE, MR, TREABHCRET AL hro7 A
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DEMEEN, HSEBTOREE M E D, JERTHETE
TIEHERE O gadolinium KN HK & A & 72 (Fig. 1). MRI R
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AT A P2V ZREE R RET, BRSO NJGRE,
FMBIZw - Wk L7z, ke LCTL =y
40mg/ HA 5 15mg/ HEF TW- < Dk, %534 WO EN S
EUEASTTREIC 2 ), Eakid 12 1, e ICAFER)
TREIZ e 572285, FRICHGOB VD IR b nwEHEEDH
P, fillx 2R THATET D L) RBEATEHI 7
F107HHDPS Y 7 0) WA 1mg HEBBL, b T 7k
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Mo RYBPRIND LR, BRI T LI
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%Y, 180 HITREE L7z (Fig. 2). Mk, JLF=
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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, Wit A RBGEREMERE (posterior reversible
encephalopathy syndrome; PRES), HIV MAE, FFAKAIFERIE
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ASEENEER, AN, RN, A 3 NSRRI B, A
BHEHERORE A THETH Y, Z1s OFHIE NMO OikiE
B30T ALY Th D Z L h b RER % S L7 NMOSD
LT L7C.
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26.3%, MHEREMAME R 21.1%, %Ik 5.3%. E053%,
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OIEYIE (45.3%), QBIREAREIR @8Ik - 112%, BE7
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fhEEBERE (PRES), #HEEANHH, @it & OV iz
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T E F50mg (ENARD 10 f5EIlh725) 2531 T
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HHIEIC R o Tw5b, ZONEIL, EFIL (0.5 mg H) 134
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DARA Y —385 (Poster No. 534) THG S, HEAS D
ARG & [ 7 2 B FTVEIR A & A L O 72 41 R MBS
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2 AR I ARITHSE, HIESIC D BIAH AR I E ML & AL
&, NMOSD 232 L7z L HiiE LT 5.
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F,) USEREUIAITH o 72, 5 49 HIZHEAT L 72 SRR
) Y RERY Ty b OME TIE, CD4 ML 6%, CDS8
i 1Z 45% TEHIZ CD4 MM T LT 7z, RERESE P IR,
BT CDA MR 2 12 LA 2 A L w7z (Fig. 2). AKHIlo
HHEAE TR O AL 25 NMOSD H %4812 & 2 FHE o T se M1
TETERWVD, f % =720 (IFN) F %) A<
T b PLAQP4 HURBG B E A~ O 5 CTRERSEE S 5 2 &
BREENTWDE Y. ;4 1) Xx 705 Tl RMImH
@ CD138 b4 plasma cell 7344 2 72 Z & THRNZ TGS 3 5 $iL
AQP4 FURDSEEIN L 22 W REME RS, JAEMED 4 b1 A >~ 0 IL-6,
IL-17, IFNy @ AT 5 T ML L 72 v A1 AT R S L
TWa Y KEEFITIIH AQP4 Hifk DREFFI9 2 Z54LI3 A T
B 5 FHEE T O AQP4 PLfR b Kl 7E D 728 plasma cell D
FIGIZOWTIEAHTH 5.
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RS I T M 2> & o IL-17 BEEAE Z P L 72 1), CC7 Bk naive
T cell & central memory T cell DRGSR % G35 & DO
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REMEIZTRETE 2w,

KENE, 74 v T E FIRAIC L Y NMOSD 752k 1 &
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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




