JEA T BB AR A B & (EEA PR BRI 7E S 3E)
T S AR R RN 5 1T 2 Bl 0D R K HE & FBAE 0D QOL [A) RICE 3 205
SyRmt IR &

L #2) RIEVEZ U 7R TH L RMREERRICEB T 2 AT — VIREMSGRIE S A I 7 AOWHE

WHIE A N R IR RFERFRER PRSI ESHT v o 7 — - HEER
HHR R AR 0 S e ARRE PR
LFENFTEE EInBl BRI AN ST AN AR P A
LFENFFEE TR BRI TR AL
LFENFFEE RSO BRI SE R e P AR
MNTATBOE N E SR BRI IR e i e R
LERFTEE MIERE BRI ZE AT e R
LFERTTEE FAEE FHR R ZEAT IR R
MRSEATELE N ESLIR eSS 1988 T R B A e P A
LFETTEE NEPSFER  HTR R SR ZE AT R R

=]

AR EBEAR (neuromyelitis optica spectrum disorder; NMOSD) 1%, Z%&MEAE(LJE (multiple sclerosis; MS)
SRR R E CAEMERE TH D, ENACHTUEN T A bt A NIRRT L7277 HKY 4
(aguaporin-4; AQP4) /K431 T& % NMOSD &, #ERYH PR RS - 4V 27> Ret A FTH5H MS
%, B DB EEZ RO [RIEMZ Y T Th . AREFZETIE, NMOSD ([Z8W T AT — IR FMER
JEIRREZ RN BRI 5 Z L A B & Uiz, TWERFAMNTIZ L 0, NMOSD ##H % o initial (1L)/early
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JRREZ RO [RIAEME 7 U T | Th DY K%L EKBEHFTWD., WFIEOXIGR & e D8N D N\
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