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S T T A SRR T T/ T2 4%, 38 a8 R T T A
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X—H 47 NMOSD-ON %tk LRk,

HAT X T MOGAD & # HAth 48 5] i 4 €, 5z F
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() B HA 2 Wi

Wt BEER R T AT RBAEE MOG-1gG 8 MK MOG-1gG T 1) B 3 , A T AR AR B, BES 2 KRAAN
[) 200 Ji0 9 G T R 8 A MOG-1gG BHE 9 38 L B2 Wi o8 “ 1l B8 MOGAD”

%2 MOGAD 5 MS #il NMOSD [#) % 5132 ;1150

Ei= MS
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HEBR H AP AT R . 30, [ B S 5T 4 4
TR W bR o, 53 51 9% 808 3 A 44 8 “MOG
T B 6 7HY M MOG-1gG M 8% 7, E L
FZ7% Lk Wibs i, ¥ T 3 E MOGAD 7
W R L (R D),

6.2 XFiZ2HF BR5 W WAy IIDDs 41 MS F
NMOSD #17 5 s S04 (R 2) , b FE 5 &
SER M MY R CE RS S 3K A AR P | Leber it
T VAL 229 728 LI A 2% LM 28 1 ZE 9 L CNS ik 12
Jeg M B R L R B MR R 4 R SR RO

Lj[g jl?]u [4-5,46-47]

7 MOGAD I8

H i MOGAD 897 #IF 58 5046 A BR 36 7 477
Yok [ — SN | B AT 5, O 1 B Al B
RPEPESIN I 2 5. B, MOGAD A 4% — 1R
P TR R IPIG TR A R L,
MOGAD B 6 J7 o0 20t 36 97 Fn ¢ fi 30
HBITE
7.1 2UEERT  FEAY T REEEER
Jok A B K 57 & 4 2% Bk 2 M (intravenous immuno-
globulin, IVIg) #1 Ifll 2% & # (plasma exchange,

PE).
7.1.1 R (DHEEEW EZBITAE BT MO-
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GAD B & 2 W ph 2 T gk &2, 78 Z2 A 0] o 4 o
BIREFE AT ORI 50 % ~90 %7 (2) HEHE
B KR L vy s B0 B BR U AL L N R R AR . A
Hik e e 1 g #kiES .1k /d, 3t 3~5 ds & ik
HLHBCNIRJEAS 60 mg TR 1 WK/ d ;a8 ek 2 45 57
It 30~40 mg/d B, AR 48 e 5% 1 R Ak g
Z A% D G D s R W 2 JH K 5 mg,
% 10~15 mg HR,1 W /d, KA A Re, — M2 +5 6
A E A, JLER GG R &8 B ke Je i bk
20~30 mg/(kg « d), &% WA J5 % B B 0l 4
OFEBEF I 35 MOGAD 5 X 8 2 4 #1, I
s el i PR B O, XX R
B B L I A] 5 s R A

7.1.2  IVIg: ff % HoAh 7 B G2 5908 03697 15
Jiti o R R R vl iR 9T T A2 1 MOGAD
FHo R IVIg iRy, Al 0.4 g/ (kg » d) . 4R
FH5d N1 AR,

7.1.3 PE:.PE AIREEME M IVIg iGI7 RIKE 1Y
— AR, NFEARBESE Eon L X R IR YT LR
MOGAD £ # 17 PE J5 Wn 8 R i1y # s, |1
— MR H M AT BRIk YT AT PE IR
JP5~7 WA EH MK 1~2 L. I R R k5
PE 5 1VIg [RlI .

7.2 ZfEET XM TCHIE KM MOGAD
S N AT 2 AR W T B R IR TT S X TR R AE
1) MOGAD #2755 2 W s 8 W 3R 97 4 Fr
E— 2 M5, T BAR G B H 2 B AL RS R
MOG-1gG 7 B il PH M 15 22 B 8] 45 25 & 7P AL . A
[vi) 5 88 25 10, A 456 /N ) et PR L e S | 2 Ty
Fi . FI 22 3 PR TR RS R RS AEL R OBE & BR IR
MOGAD (835 19 & % KBS, 55 0 & 30 97 FR 22 3
AL R, X MS 85 A& IER T 25
(disease modifying therapy, DMT), 1 T 3t %&-B.
il 1 A% 37 5 T A0 IR b Bk PR 4T 45 1T BE XF MOGAD
% G

7.2.1 NIRBERERRT . (DEEEW . A
ZA 1AL BE BIF S B /N AR o 0 R 2 R IR T R D
MOGAD & &2, [F B, % NMOSD 45 H il
B P2 PR B IG BIS T 0 9, /N o 3 R H At iz
PO 245 9 T e B AR R 2R L () HEFE A
HI 10~15 mg/d MK JE # (A % 24 51 HoAth
RS Z . By aTE A F 3 A B E AR
SRR YT I ) B R A BRSO R
HeFFIR TN 6 A H

7.2.2  GRMEIER . (D HEFE R UL A A AR > MO-
GAD & K& . Ju 5 /N i 3 R 86 A np 1,
() MEFEH B H R B 2~3 mg/ (kg. d) 8 BBk
A0 e R R R 0. 75 mg/(kg + DI, —
J G IR I A AL (4~ 5 A ) K Uk 8 B T e
Z/NFIE R IR

7.2.3  WLERIE WS . (1) HERE W IE 25 Y X
MOGAD J73L i A W8 . A7 B 5% 3 7 00 B 22 25 Ty
it 8 28 B A3 YA T RUF- A 40 SR T X R Ak SR AR T R
BRI S . T R A W R A
A BE 7 4 e % R R A A 1 R JE A T 28 U
L (O EE ML 1~1.5 g/d
FIR

7.2.4  FIZE Y. (D HEFE R L . /INVFEAS 2 BF 52
PR .33% ~100% ) MOGAD 5 %t Fl % £ Bt
TRITAE R ) MR T A O R
gi—, HHl & W k2 i AR m A 375 mg/m’
TR LB 1 R RS 15 Ko R K S, R
Sy ECE R 2 A PURIT IS B E AR T s nT 2 RE
6 H . A BIWkE 4l E T AT 2 97 R
IBIT

7.2.5 AWy RS T 32 PR AT M AR 3K
R 365 T AS BR 1 52 o mee 0 1 1 ) S 22 % 2 A
BRI B3 . A AF 2% 3 2 e i 2 R e IR T Y
6 1l MOGAD 34 E 17 W48 kB0, Horpr 5 i R 5
W AR R 15 mg/ A B, B /N
RAH. IMAWFEXT 7 61 MOGAD #1532 Fk 4k
BB TVIg 37 AT g, Horp 4 Bl 6 & &,
Jarius U HFSE KB 1 6] MOGAD 4 4 1Vig
HIT 1A AR 12 P HREE K.

AU B g R R R B 4T R 4R L
MOGAD ¥4 MRI &3 E 8 ol k2
rh L HR R e R4 B AR B HE MOG W1 28 R 0 19l
KGR R

PEEH BB Ol R2E R 5 = BB AR
(AL AR )
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