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[ Abstract ] Neuromyelitis optica spectrum disorders (NMOSD) are an autoimmune
inflammatory disease of the central nervous system characterized by acute optic neuritis and
myelitis, with high recurrence and high disability. Most patients have specific serum autoantibodies
against the astrocyte water channel aquoporin 4. And the clinical course of the disease consists of
acute exacerbation and remission, so early diagnosis, treatment and long-term relapse prevention
are very critical. Since the publication of the Chinese guidelines for diagnosis and treatment of optic
neuromyelitis optica spectrum disorders 2016 edition and 2021 edition, identification and diagnosis
rates in China have improved greatly. In recent years, significant advances have occurred in the field
of NMOSD diagnosis and treatment with the approval and marketing of a variety of novel biological
agents in China. In order to further improve the diagnosis and treatment of NMOSD and improve the
disease management, the Chinese Society of Neuroimmunology has organized experts to revise the
guidelines for the diagnosis and treatment of NMOSD.
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Table 1 Clinical and magnetic resonance imaging characteristics of neuromyelitis optica spectrum disorders'™”
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Figure 1 Magnetic resonance imaging characteristics of optica neuritis in patients with neuromyelitis optica spectrum disorders (Adopted from

the People’s Liberation Army General Hospital First Medical Center)
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Figure 2 Magnetic resonance imaging characteristics of transverse myelitis in patients with neuromyelitis optica spectrum disorders (Adopted

from the People’s Liberation Army General Hospital First Medical Center)
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Figure 3 Magnetic resonance imaging characteristics of intracranial lesions in patients with neuromyelitis optica spectrum disorders (Adopted

from the People’s Liberation Army General Hospital First Medical Center)
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2 NMOSDIZWihRifk ([E PRl 24 42 Wi/ N, 2015 48 )
Table 2 Diagnosis criteria for neuromyelitis optica spectrum disorders by the International Panel for Neuromyelitis Optica

Diagnosis (2015)*'
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Table 3 Differential diagnosis of neuromyelitis optica spectrum disorders from multiple sclerosis and myelin oligodendrocyte

glycoprotein antibody-associated disease !
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F4  NMOSD (1) % i34 i
L [44]

Table 4 Differential diagnosis of neuromyelitis optica spectrum disorders
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Table 5 Warning signs of neuromyelitis optica spectrum disorders (red flag sign)*"
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STE LR IR YT R A A 5 i B B A L T AT )

(5) AQPA-IgM Fil (2%) AQP4-IgA FHITE , AQP4-TgG B (I PRI SR 5 A LIS L {175 NMOSD)

(6) AQP4-IgG FIMOG-IgG MU (A 140 @ T A R A ix5)

(T AFAE IR WA S S s e Dy (I Y, BR MS AT g )

(8)FEAEX Y = MRZ SR (2 67% 1 MS B TEAE , 4 NMOSD HLF- ANFEAE)

2R FR I

(D3R MS (B R AR 2= A AE () MS B BRY SR I ) : MRT T, ARG S /s 2 B 7000 iy 3 2= 11 (995 A (Dawson FHEAE ) 5 sl T #0555 722 55 0l fig
S 5 R R U 2T 4RI H S b s s o A

(2) B BOAR A RHAE SRS MS PRI REVE R B BEOIRAL T, ARG A <3 AHEPR S BE s BURSEN (0 75 52 Ot L R B0 T RS 1 (>
70%) 5 BT, IAS R Bk P AT I A 15 5 202 (3 UL T MS BRI 22 0 R 2 MS )

(3)FFLEIY GBS (>34~ H) G NMOSD T MS 3 TEH R A D SR G T 1 e vay (LA FRF S 5 149 215 (5 H o bk L9 i o 59
e )

(4) B0 65 R PR ATIR G SRR (5 1 ) 5 i P I 5 4 A4 I o 5 1 R 5 26, T B 5 M 20 85 L A 8 R LRI %)

TE : NMOSD : MU 24 22 115 R 95 s MRT: B4R BUAR s AQPA /KA 2R 11 43 LETM : S\ 1)) {2 B BT PEFF BB 42 s MRZ : JBRIZ/ XIS A IR 12905

U, BV A 7 A 030 3 Rt o 2220 2 R R 14 MS : 2 R MERE AL

J7 , AR R AR A A | A SR AR JE Ay i 24 b, [ PEAT SN HT 0 /48 Rl 53 1Y) MRT
TRIEAAE o 1BT7 AT A B W PR SR I E ikt o [R5 R A K X, A e i DA R
AMERIEWIE . NMOSD & & — 48 BB Qe AR CE I AW RO A 2 A g
28 R GEREARAN (1) JEA REAR N , LA I [ FI e 2 D R R A 25 DA R0 AR B, Bk
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R 5 Al 58 PR . NMOSD 2tk ZAE— 42 Wi,
a2 B REIRYT o

(— ) BE R Bz (PRI R )

wobk W g W Wk Jé K (intravenous
methylprednisolone, IVMP) &7 7] 42 ¥ NMOSD 2
PR 2D REIR S ( 1 AR, CHIEHR) .

LIRYTIE X T 2t R AR s R B  IVMP
TR AT BE W AR e I R L A S
PR 18 T U] 32 B A i ] I 5 R T 2 kS
AT [, e 2k 22/ N7 R e Fr s

2AEFE IS PR JE e | g #Bk A L 1 K/d, %
3~5 d; YL 5 D et 28 500 mg #HIK AR , 19K/d, %3 d;
240 mg F Bk S5 L 1R/, X3 d; 120 mg # bk A5 7
LYK/, %3 d; BCHTE JERS 60 mg FIAR, 1IR/d, x5~7 d;
50 mg R, 1R/, x5~7 o3 I 9y s 3t i 2 46 5
it 30~40 mg/d 7 AT BTSRRI ST 19 25 ) ke Akt
(], 32 A0 T ek e S 491 2 S 38 0 5 mg , 2 5~
10 mg FUIR , 1 9/d, KA AERFaif ] o — IR
T AR 3~0 N A R AT B R IEIR T
THIR B

3RS AL thili 5, W BT 50IRYT
HRIRCER vhif ity 7 N S R R HEAE RS 3~4 h
GENB I o A R R B 2 R L
AGTE H I, % T AR IR R T, iy M ¢ 1fn g RE , i
B 5 AE e K A o R A R WS RS AE
fiff 0 25 L A B AR 0L I A . T RCRMER
S M FEAEA R D, K] FH R AT 0 F R
BE R Eh 2 25 W o S AT fE D b A R 6 (0.5~
1.0 mg-kg'-d™) L B3R M7 £, LUSI B B T i
Py B SR IR FE A5 A o

() i & Ay T

£ 55 11 2% & 4 (plasma exchange ) 5 50 32 W% B}
(immunoadsorption) , 415 B H 7F e W) JLR N IER
TRST SO, D) Ry JS A P il v v AT 2 (i3
B e Bl e W R ) AT SRR O T e C e
W) o IBYT R AR IR T HL AR M I AR
B rF I BR 0 B AQPA-TgG  AMAFIZH L [ F- . It
A AT 5 RG-S 00 Bk i S R0 S 09 s
VAT ARk, WO AR B PR PR Fe 32 A AR 1B
Wi o A5 W R AR Ay i 2 R 46 1 — o B AR o7
Ty 1%, S £ U I 3 e AR 2 R A R o
RPN G5 525 W I B I I o B e W A
SliiPuRT S e A IES Crst e XN N | g (D (1 & = i)
VEFIBILAR , [8] isf TCAT I3 A 78 ISR 48 1 A 52 i

B FEA 250 19 2 g ] LAAE S St 3 Y — 23R 7 O
oo W T ER R AR NMOSD £ 2%, 5L i ¢ 8
JHe /45 928 W B 1 5 TVMEP B9 A o7 ) %o A1 s 4 3] ot 2
TIRes% B YK A 75

LYAYT IR - (1) 78RR A AR A [R] R B B 2R
FIAS R 5 (2) FERRAE KA BTG v Ay 7 i 2
% B 0 ) T B RE AR 5 (3) 155 AQP4A-TgG HLIATH I 5
(4) PE AL AR 5 (5) PR I F A EE SO T 52
IVMP & & RS s B Y . R B H 7
NMOSD EAE RS — A7 5 SO AN T8 53 Bk S
o, 0] EA YRR VAT T R () R TR .

2. i  OUEE I3 0 B G RE W, ST
Hhg K ol b K AT 20 S AR BIRIARYT , e nl il
FH 104 JE 1

3 BRI ;I AT A R KA Ik
B T A SRR 7 4 AR b O W B A A O
AV it s R 3k i PR IO R LA

(=) & Wk & 5 % % Bk & 1 (intravenous
immunoglobulin, IVIG)

Xof G Uk Je e b i TP RO R L TVIG
A BEXT NMOSD 2t 1A b 25 1) 58 5% B 19 1k 52 A 25
(I3, CHAEN) -

IR IV RS ON & RUIR I &N E NS DO
I G 2 BRI 1 I AE K% 40 R 3 A8 2 T SR IVIG YR
J7 o XT A g, RHEFEH IVIG.

2 MEFTHYE L IVIG, 0.4 g-kg™' - d7, B bR A5 , %
225 d NI4T

3.VER I R IVIG 5 B AT i R R
PIRIF o AEIRTT AL v I 2O 67 Ay v a0 Y
JE AR S R A

P BRYT (W Kk BIRYT)

JLF i A AQP4-1gG BHM: NMOSD i H # & &
R R R 6 A4 1A A I AQP4-1gG .
1112 AQP4-IgG FH M NMOSD Ji 75 B 8 3 51
IBIT IFRFFR I (WL 67) . X iy £ 2
A 45 B v RE LIRS 258, A TL-6 A2 A BT [ 5% A
R BAHT (satralizamab )  FEER AT (tocilizumab) ] . B
28 6L ) 153 25 B [ 2% R 2R B4 (inebilizumab) ()
F-E BT (rituximab, RTX) FIPREE 22 AR BAPT | FMA
C5 A 5770 [ 46 % R BT (eculizumab) | Fi F 2k BT
(ravulizumab ) | DL K — B A% 5 (14 4 58 400 i) 5 2590 o
S 1S E T ik 57 | B N /T 2 B Qe |
MR P B BAHT FH TI69T AQP4-IgG FH I NMOSD , Jf:3%
Wi LR 1R 25 )
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Table 6 Recommendations on the application, monitoring, and important risks of preventive immunotherapies in neuromyelitis

optica spectrum disorders'™"

25 Ik B WA R A Ay o U MR A A Wi
BEREA K R W B, B R MM e N Lk R E R 12 PRI M i iR RERT 4 W
PREL 120mg, 45 0.2 R OCTE KA VE R Mok > RFEE T . 2% OB T
e 4TI B A 4 )8 S A < 1
—K FhEr CHMA C3/C4 A
LT YR R RIS
RZSH B ke, YRS T 6T 5 - I T JRR e PR IR T VBOAE DG BN IR LA i R 43 I YA 5 B
B (R 2SI B B dl Y BL2 PR (L mz A PRI 2SI e
i Jiie 25 AR $A 2 ) 191 B W FE 2 e W ARNAERE T EEkEE .
VSN 5 0 U TR 5 JE I ) Jmﬁ CD19/20
1 RN 15 RKA4 FH 1 B 41
1300 mg, SR A B M4
WH 2 G B 64>
H i 300 mg
KRR Dk BT 4 R AR R SR L PR R i AR A Bk R IER e AEL B L A AW ek 2 I R RN Ay X R R 4 R TR e
HMH 900mg, & 5 b SIE £ T R WYY H WA O 2% AT RO
1200mg, Z J& SN I A W i e
251 200 mg 75 R i 4
ERTAERYY)
B FIER R VR AR AT 2 SR L R R Hﬁlﬂ%xfﬁlﬁ HE NS R R W05/ | B G 87282 P
LEET I AN S vl by SE 2 BT PR WM e 2% HEAT R 2 A
2 400~3 000 mg, 45 S 291 W (R
15 KU 4 550 i S A T HE 53 il
3 000~3 600 mg, % JEE 4 BR TR )
8JEILZy 1K
BhR IR SR bl e e 1 MR IR R KRS, R AL MR IR B BRI E R RN A A af e A
ME RIKAM mgkgd! SR SV (CIn-RIGHT  BAME N RE R 28 ORI B RUE s K Al
i 20~30 mg/d FF 1, filFdops, L HEYS  JREGERTE Be L fiE M CEEEEIE .
SR AE 4 J5 N 32 Ho A B 22 B0 5 A ST LI HR b 4G A 0 i
HE10~15 mg/d It FHIZ50) AT
K - IR, ot 2
2 (B AL R <
7.5 mg/d)
Pl H bk d, Rar 2y o % S IR R PR R R DG BN L A A i RN A3 I YA 56 R
BhL (B R iR P (CRIRFRAGRER WA R PR M 2R i
2y PGy i QTG VN ¢ o 7 O PEEREE 1
T 1 RME 14 K (A T 2 CD19/20
#5 ¥ 500~1 000 mg, 1 Ak ) FH T B 40
RIgEH6e AL T fiaFk
500~1 000 mg
FOERM W KR T L 8 me/kg, B RMTRARNOCRON A b VR IR R PR R R AR D /N I E R RN Ay W R
e 4JH1 S Mok > BT R R 2% M
WOEHEEEREE  BENE
G E iz AL
AR e =
Tl iR A5G R
BRI [T, 2.5~3.0 mg-ke ' -d™ MLR2ERH HFOIRE  LOPOGE e DR 259 AR VR (BRI LR 2 2 A 7 e s
i3 SR BT RN G MLt MR PR EEAPL 25 FThEE
B2 R ok
SR RIT FREE T [H]
AL 10 47 04 A Bk
IR AL 4 T
M M, 1000~2 000 mg/d M55 JFTIEE L IFUEIE Yy R EERR B I RS A I8 R S g AT I i A
40 SR BTN g HLa TR KRG ER 28 TR

=
H
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1M AQPA-IgG B P 1Y 5 27 i 7 1T RE 2 PR AH
TR I JC ] R v 143 N E Y FH 24, — e
BRI R S I T i

(— )3 B AIE Y AT 2%

B4R R BR BT iz 2 2 — A E A1 N R AL
1gG2 . A 470 1L-6 52 1K 5 53 B i 44, 7T 3 2o B Wy
11-6 22 PR ({5 51 S 25 0400 1 bk EX4 400 i 2% i o
FIVERT, X 2 A i A A R AT T 12 A
UL KRN o SFEERPUA L, B2 2R A
U EA AL PR PG I A 1 2 0 i AR
SO — BN R TE 8~12 J&] o B4 I BR B B0 2 mi B
A% 5 4 9% A ) AT IS 3 AE 52 AQP4-1eG FH 4
NMOSD & # (59 & & i [E]) S0 O T HffEdE, A %
WEHE ) o COEFEFIE : %R FIBR BT 120 mg JZ T 7
B, BRI Y T AR, BDES 0.2 .4 JB B R VEST,
DUJG B 4 JA B R NS (2) F 30 p AR A 2k
BT 32k R4, H LR BN A SRR L I GE
SRy PR AR B R SR . RS — IR 2
RIEAT HBV FIZSZ I 2E . ZEIFIRTRYT 0 AR,
B 4 JR 2 0 I e R MR AN B . TR
I, BRI R BT LAD CYP450 B A 520, n] g
T BEXIR YT 18 B 2 W 25 ) (N A8 TR MR AT B 78
) AT =L

2 RS R BR BT - PR AR B B 2 — PP R AL
1) IgG 1 4T CD19 B se BT AA , AT 5350 B 41 A Je
2235 CD19 Y5 B 20 i F1358 433 20 L 4G 385 , DT 410
B AR B AN A A I E AR . R A R B R
PUAT i B AR AQP4-TgG BH M NMOSD £ 3 19 5 0%
02 R AR R R I Y (T e, A GEdE ) .
ORI A28 1 R AIER 15 K434 7E 300 mg,
WRIE A EHZIFR , & 61 H Hitd 300 mg. (2)7F
BRI H WL B OGO DG RO 3k
SR RIS, T 2 WD PR R B P s MR e .
TEAE S — R FH 25T HEAT HBV FSE %R T4 . VAT
SI1R] W B 4 G BR AR K

Xif T 8B4 RTX A & 4 0 3, A
ZRFIER BB A WA R &, B SR RIS
AT FCGR3A B (1) S 25201

3 MK BR AP - % 24— Fh A R AR
1gG2/4 Buyg BEGLAR , I AMA TR (1 CS Ml 7, nT LLRH
1E B 1 C5a F1 C5b B, AT BH 1k B 7 52 5
TRIE B, Uk 2 4 AP IS 7 e o, ) S T G J A4 O 1 ke 3R
TR . AR PR Bt B 24 IR A e e yie
0 300 T I A AQP4-1gG PR B 3 iy &3 R

AU (T RAERE , A AR ) o (D HEFE I Ml
77 % J Y 4 JE 455 900 mg, 55 5 8 1 200 mg, 22 )5 £
2 J8 1200 mg. K 1, 7F 25~45 min N i 78 52
Be R 25 ARSI 1 b WERAE 2R &
AR R, BT AT [ AT H 0 k% 8 5 1,
WS AL AS R AL 2 ho (2) 7 T I00 - A5 398 Jon i J55 2 R PR
TN SIE RS A0 B G 110 DRSS, 9 7 1 R 2 1 2 JR 2
i 55 58 BR B RE T o 5 LN RN 2 b PP R g |
SLIR AL o N A AR A R T iR
BRUARET AEA AT 2 A SRR A R IR g XU

4. i R BB - S — B EE X AMA C5 B K AL
SEREBUAR . TR EAR T A0 M NPT PG R
P AR R BR BT 445 SRR BRI KK
Ji o i ) B AT B 24 B G A% Gt S g 40 R R AT
1P 3 AL AQP4-1gG FH 1 H & 1Y 9% & & U
C 1 GAERE , A GLuESE ) o (1) & bk v, AR 9 R
2525 55 1 KBS HIHEN 2 400~3 000 mg, M 15K
T 4 2 #5577 1 3 000~3 600 mg, B 8 JH 4525 1 1K .
(2) T BT : [FR PERR AT

() W I A 2 B M 7 ik

1A & IR K - NMOSD i E X R A —
JE ()30 o SO, G H Y B AT R AR TR e
10 mg/d (B 558500 2 2R ) ), 25 %) S BUNMOSD &
RS R R BR AR A HA R, A AN
WAV T o 0 R 08 3R T AR TR R A R B — 7 ik
RTINS 28 T e 2 I S 3 iR T (36 &%
Fofr B v BT A ) B, B 28 3K B R SR iR YT 1Y
RO . TR A, AR BT N e )
7.5 mg/d ol FA, DA A Kl P AT SR A KL S R
(T 9efeds , CZaEds ) .

2.RTX: RTX & —FP A itk & BT CD20 B sa
Pk, i FE CD20'B 2 i Jai /D B AR ) 20 i
PRI TEVE ] . RTX fiE /0 NMOSD fiy
Bk GERFRE IR (1 HHEdE, B AL ) .
(DR EPR 2 B o’ R R AL 375 mg, B
Jokir i, R VIR, 3 4 78 5301 000 mg KR I
2 (ARG 2 J8) o BN 7 % : BRIK 500~600 mg
K U, 5100 mg # KR 1, 1R/, 3% H 3~4 do
M T 200 b, KMo R IT 5 v 4ERF B 4 iU FEE
2961 H DL BRI r ik —BOR R AE R 1R K
A, AR AR 2~3 4 A W A1 JE 1 B 40 L
i, CD19"5% CD20 4 il o BN A% 4H L A9 L ) > 1%
57 CD27 iE 42 M B 41 g Lb 61 >0.05% , W] £ 18 & &2
RTX HEIRIT o X F B 40 FA i 3 (<3 4>
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AR, Al #E4T FCGR3A £: 8 £ 254 (158 V/F)
ol RTX HTHTA ARG, 06 B 14 i RTX 5 4 8
HHON HALZE Y ™ (2) TS RTX A B
7 L35 6 TRORE G R, BT A RTX i ik i 7 3ok 3 22
18 A i T g X 2 B A S AR LA DS )
SR o /D3R4 K T H B S R AR 1 I B P
WL/ , A 4 IR A e R Y T R L
R LCHiF6 - B sl S5 A o R, #E RTX
SOIT] 5 W O )R 7R 2 R
BT HBV FSE R i A

UL AL HRGE , 4 AL BT CD20 B Bk 2
R BT IR AT 458 Ay e A5 M A e U0 P AR 9 A0 R . B 4
JiL, A AR RETT 52 RTX A YT IR AR M e 5 (T3
15, COAEYE )™,

3 FEERBADT LGSR BTN IL-6 32 1A B 5 f 2
TEREHAR 8 3 10 TL-6/11-6 2485 53 [ WA T 7
BELT T 40 JfL 35 £ 400 41 25 20 B o0 S PR A5 A i v %
FEAEF™ . SRR IS (azathioprine ) FL 3, FLER B
B AT i 35 PR AR AQPA-TgG BH 25 i 50 B & XL
B T et , B YRR ) o (1) #E47 F i%  Fk
8 mg/ke, F KA L, B4 I E R 1R (2) B R F I
FEER 550 AT S 250k L 20 B sk 20 | 2 1l A S e T
o MEFETESS — K H 25 R EAT HBV 145 4% 5% i
. FEIFIRIAYT I AR, B 4 ) 30 W I HF 2 e
R F R, 2 J5 a4 3~6 1 H 2 A 11K .

4 BRMRNEE RSy - B A WA Ay S SR 2 P ) 59 il
il DNA \RNA K 25 [0 00 E s, AT 410 i bk £ 248
BB, BH LB B AR B A0 e Ak Ry e e R4
PR . BRI IS BE B > NMOSD (5 & Fil
IR D REFR RIS . Bl S T R B R
GO GdedE , CHAEYE) o (D) AL F iR &
2~3 mg-kg e d™, A H LEAT IR RS IR B AL LA (4~
54N )k e A i E e 2 /R R AR R L (2) 7
TR AR RIEENA (RN R R N A R A L AN
KR VA - FIAHRR RS D Re it 35 OOk 45 1
J T BN, T e o e e JRURS: o N P T A
WEERS F SLEE R llE (TM TP ) BE P 2250, T et e
T AL R T RE RN MR IEE RIS 1l 2R

5. B 22 % 1 IR (mycophenolate mofetil
MMF) : MMF 7 T £ Jifd s 32 390 451 551, 5 4 5 410 11
PR L4 200 M A A Sk B i ade A48 R R DB A A R
SR TS DR T 5L A 5 R ) 410 1 94k 2 40 o 34 B 1Y)
YEF . MMF He¥ /> NMOSD (14 5 & Fl s 2% #h 45 1)
AE gk p ik Rt (I 72, C AEH ) o (1) 72 H]

1::1.0~2.0 g/d, Ik (2) I MMF B B
N BN B Al N Ak K L2 . A A
QR iy £ Ak G A

2R T L5 R, Bt e IEE R4 R MMF 3X 24 )
FEWLB; NMOSD & & 77 1 B A7 v A8 17 350, 3940
FIZ 7 B

X F 0l R & R IE AN Y 25 4 () NMOSD &
H AR R HLICH BN RO, T2 e
HAhRIT -

= JFSIRTT 23 8 S )

I P 2 A T 2 X6 NMOSD £ 25 595 175 it 25 1A
RTINS G R IR RS 2
VI e B RCPE R AT KobE 2 2 B A
I AL, W E SRR T RS o AR e
AQP4-1gG PHPESL IR SEAT 73 21697 s Rk, f5 45 &
2541 (A R AL B rT BE S BLAGAS K I 56 e LA
PEUE B A48 P25 5 3 sh Y BLIR YT I, 5 2
X R AT R 2 ) e RN RO E AR AR i
SBE ARG LR 5 5 2 R T 5

(—) A7 SIRYT B AL

¥ IR Al e 2 e S R e R R 8,
FEARPEAS [ 259 B VE AL A 25 Al L 3 2%
FEREREGIE Pl AR PEER AT/ A BR BT
Z R BR SRR 22 1 BT AR R R PR BR SR AT
PIEIRIT AQP4-TgG PH: NMOSD f & 8507 1k, TRk
TG A MR . (HIEE 4 R 1k AR 46 F
T BB N B S IR TS0 S g . (]
B SE U S e ity 7] S R 2 W (AR )
WA ], Z 05 AT AR ZIR PR 4 RE . AR A
B, MR 2D 3~6 1 H i I % 1E
PR . BRIEF A IFET B, — AN EE U v P
PR S AE G e M I S

(VRT3 RS ie 7 vk 2 [ i D) 4

Ja sh A & & IR YT Ja 6T B R A B
IR e T B A TREDT A PTEAR o 4B R B O 26
— YR Z 5 L BE A AR (LR A E
8550 = YRR YT R, RO S 1 AR, H B 1K
FUEE a2 YR R, T 2 R 5 R [ 4 AL )
25 QERAR G G e A T R W, A A B
PEPLARIATTY o AN SRS sa BEH TR 7 SR, I e H 55
— PP T BEHUARIAYT o PIURIA YT 2 6] 9 [ B 1) i)
NIRRT R, AT AR 5 2R T AR AL (A F YR
J7 Ol RE AR AN RN ORI o YL g iR YT
iF, AT IR AR B R AR AR YT, DA R R
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b AR AV A 360 10 1) A2 2 %) DRSS, EL AR s i) B ke i 252
TRYT B R AL (8] R VAT R RS a] 5
TSN A IE RN KR 4

(=)3RY7 W

AR T I SR R RE B ol AR BB 1R B e
ARG, T ZEIEA T WIEI 0 RV AR IR YT
AN R RN, AL 45 | Wil ) g a1 LA
Tt M A8 B0 KRS (6 6) o R [E NMOSD £ % 22
T HBV RIS A% 93 1) 0 2 AL o FEBIR 1T &
S ARIT R A BE L P X A 28 R e R g (an gk
T3k 22 P ¥ T B ) B a0 A7 A 1 B MIRT G £
LT BRI e A i

FLTE B A5 BN S ST BE T , X6 T M T 3 B
TEM AT SR B R EEE, g 3~6 P H il f7—
R 5% B MR 4 1 3% (Expanded Disability Status
Scale, EDSS)PEA , 4 6~12 4 H #E4T MR A% 2 Fl il
1 AQP4-IgG K o, BL Ak, 38 AT LA FH A i) 3
P4y, WA ph 2298 B30 405 97 40 . Hauser 17 22 75 5K
25 B RS AT DA R AR 3 B i DA A5 . e alt (A iF
R3¢, EDSS 5 EuroQol5 A= 1 5t 5 2 [H] A7 75 % 1)
BZR"“ . VEP MRIFIOCT ti Af FH 5 W s k19
W A B TR R R AE R &

BIR AQPA-1gG T FE 5 50 1% sh Pk Z [Al i A ]
B R RE DG Al e 2 B O R R SR R
B 6~124 7 Kl — R BT AKX T 1 A W DAy
—EEH . A W5 & BLINLTE GFAP 7K S 1] JZ ik
AQP4-TgG BHYE NMOSD A9 % 9 16 8l i , IF 5 EDSS
PR IE ARG BT 5 B8 2 A gE i — 25 e

(W) FT AR B4 Y NMOSD

HUARBIPER NMOSD 75 288 7] GEHEBR VS E 1Y %5
112 W, dn MS, H A 7 B PR A G B e (a0
MOGAD ., F B etk GFAP 6 6 40 25 ) sl Hofth 55
DL CAnpR 22 25050 ) o ELHT, I PR b i JC At B
TP B M ) NMOSD 997 1%, — M AE 57 1 k)™
RAEBEE 2 W EAE G TF IR KB &2 & 6T .
— RGBT I GG G S BT I R 2
Hp, BRI B RHE . WA YT R, T
DL B RYT FEER AT sO A I ET

(F0)RTT LT ]

B YR & VR B T S O™ AR g, IR
AQP4-TgG FHPE B E A TR WIS 1RY7 . WM TA
LIS 1 R A A PRI e 28 T 22 e ik A A5 LR TR, T
U W B TE AR . X T R it SAFAY
PUARIIPER NMOSD B , nl % I EH AL S iby 7 o

(FO TR & MiE iR

XFF AQP4-IgG FHTE NMOSD B & 1% &k
WU B2 4 A BT L A R A e i6 7
4D DRSS 5 35 25 10 7 T, AR O RS 22 1 Jo B i £ 1k
IR KM REIR YT o NLAEBIR AR E B Bt R R
28 FARPEIE BRI 23 0 VRIS 452 )5
P B2 A RS, XU 25 EL R R A 25 9 i)
A AR HEATVEAS , A A PR (B ™ J % U
DUHESE R G LB RS . B % B3 1o 3 G (i
T2, AN A 2 IR (IS ) e A e R4 ]
YRR AR ] . AU Rl B K, AT T LA
IVIG MHIRYT | T B S B R bk A T A

USRS DR IY) [B) 2 2 T B 40N Bk 25 9 , L F
A8 A LT A I bk B 40 0 RN B 40 T Bk . 7
P28 01 ) A 2 0 FH SR s b A4, L2 55 ) LRk =
AT Ul B 0 P T R R A SRR A ()R
I7 BT, ARSI I AN AR K 2 TR T -

(&) JER 2 Y RN HERE 18 A 2590

B-THL T I MER ST 5 Sl B ff g AN
& SR R, A 51 & AQP4-1gG FHYE NMOSD & %
(AR IE ) SO HERE T AQPABTIARBHME: £ 3

q XHEVRYT

TENMOSD BIG Y7 it & RE R4S #HUZ: NMOSD
THIT AN AT S G ) — 850, WHRE IR T K 25 903R 7 AN
A WIRIT AL A o B NMOSD # WLAE R KA 1
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Table 7 Common symptoms of neuromyelitis optica spectrum disorders patients and related treatments
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