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S MEA R B OB, (1) AR 3 i 2% B 18 % FB (neuromyelitis optica spectrum

disorders: NMOSD), (2) F¥& & i ! % F& M8 (L JiE (relapsing—remitting multiple sclerosis:
MS), (3) FEERH I /)JE (myasthenia gravis: MG) IZBIF AR T-B Vo EBkY-7 b, BX
OZEDEMZDOWNTIRFL, BREBOWIBLOBEEMA AL LTz, FER, LLFOZEARE
7= : (1) NMOSD @9 %, AQP4Ab (anti-aquaporind antibody ) -NMOSD & MOGAD
(anti-myelinoligodendrocyte antibody) -NMOSD TlX, ZiL-ELD IR REIZ B 352K M. B
N5y BEBEI 5L 72%. (2) RRMSAEBITIE, KA Tth OFIEG LR BEIEIIA BIHE T 5.
(3)MG JEHIDHH, Late—onset MG T, KASIM. memory B findE| & ORMEN 1 TH .
BRI BF MG Oz I3 1T DA I plasmablast E15 O —1@ PRSI, itz Tof;
JHER O L BE A [ REM 233 5. F7~ MuSK (Muscle—specific tyrosine*kinase) BRI

ZRTDHUAMM & B PRt & D BRI T DN TORRESCIE, HUA i A> S | i R e &
FHEA3 5.
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fF{LSE (relapsing—remitting multiple sclerosis:
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MG IZBIF AR T-B Vo ~ERkY-7 Bk,
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VRNV Ty MZOoOWTOKE T,
tranditional B ffifid: MOGAb-NMOSD 2.7 vs
AQP4Ab-NMOSD 1.2 vs HC 0.8; naive B
g MOGAB-NMOSD 15.1 Vs
AQP4Ab-NMOSD 9.2 vs HC 7.8; Memory B
) MOGAb-NMOSD 4.4 vs
AQP4Ab-NMOSD 3.5 vs HC 2.9

MOGAb-NMOSD 1.9 vs
AQP4Ab-NMOSD 5.2 vs HC 1.7 THY,
MOG-SD #2175 transitional B #ifa, BX
X naive FADORY L BRI 5 HHEIEG DI
%1%, AQP4AbL-NMOSD Bf, 3L OVHC BE&
L CHBEICEETHY, MOG-SD BEZHIT
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AN 5D D RO BT MOG-SD #,
BIOHC BEE L CHEICEE TH T,
(2) AQP4Ab-NMOSD 34 3]
MOGAb-NMOSD 13 5l & %} % & L,
AQP4Ab-NMOSD & MOGAb-NMOSD D4 %
DML RN BT DV RERY 7y b

Plasmablast

EZNEH HC BELOSRIF AT 1.

N 310 2 LR T, Naive B il
MOG-RD 12.4 vs AQP4-RD 8.2 vs HC 6.6;
Memory B fifil: MOG-RD 3.9 vs AQP4-RD
3.4 vs HC 2.3;Transitional B #lid: MOG-RD
2.7 vs AQP4-RD 1.2 vs HC 0.8; Plasmablast:
MOG-RD 2.7 vs AQP4-RD 6.9 vs HC 1.5 T&
VD, AQP-RD CiZ Transitional B #Ha, Naive
B i, Memory B #lifid, plasmablast @ B i
IZEOLEROEEEN HC LA R
HETdhofz. —J5T MOG-NMOSD T
Naive B #il, Memory B #ifo> B fRiZ 5
HELEOSYED HC L LA EIZEE T
Ho7z.
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Transitional B #il fd : MOG-RD 2.6 vs
AQP4-RD 0.3 vs HC 1.0 ;
MOG-RD 0.8 vs AQP4-RD 2.3 vs HC 1.5 T
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ARETHRF L. i F, RRMS SEBIIZII1T5
KRR Tth DAY BRI S D BEIE DI
(%) 1%, 6.27 = 3.28 ThH-o7=. Tt (%) FEHRE
MS BR[0T BB BR S R b7z
(r = —0.61; P = 0.0001; n=34). Tth (%) &
ey IH, EDSS T/RENDLEIEEE, MRI TD
T1 BB ITFRBBILRIZ 727> 7= (r = -0.09,
r=-0.30, r =-0.41).
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DHENEG DY) (%) 1%, EOMG # 3.8 vs
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EOMG %, 3L TAMG fE bzl <2
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B oA (NK R 78T 8.4 vs #fitk
B1416.9%) . BHiiER CTldplasmablast DE| &
DT RS — @M S H N D A A /B
AU7= (plasmablast : fif §7 0.5 vs fi7 % 7 ]
2.0%).
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DHH MuSK (Muscle—specific tyrosine—kinase)
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