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[Abstract] Neuromyelitis optica spectrum disorder (NMOSD) is an autoimmune,, inflammatory demyelinating disease of the cen-
tral nervous system, primarily affecting the optic nerves and spinal cord. It is characterized by high relapse rates and significant disabil-
ity, severely impacting patients” quality of life. Sequential therapy plays a crucial role in the management of NMOSD. In recent years,
biological therapies have demonstrated superior efficacy compared to traditional immunosuppressants in treating NMOSD. Aiming to
provide reference and guidance for the biotargeted treatment of NMOSD, this article reviewed three types of biological agents which
have been approved globally for the treatment of NMOSD, including complement inhibitors, IL-6 receptor blockers, and B lymphocyte
depleting agents.
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Figure 1 Pathogenesis of Neuromyelitis Optica Spectrum Disorder and
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Potential Biologic Targets for Therapy

2.1 #MEHIHIF

A0 ) 750 308 A L DRI R MAR 3 A D X R e 2
A BE A S RE N T30, NITE NMOSD 3597 H &k FE 1E
o MK BR 5P 58 — R H T AQP4-TG [H
NMOSD {597 1A= Py 1y il 77 o B —FP AL
BRI, LA S5 A e S 45 S A MA R 11 €5, il H
fift 1 C5a F1 CSb, H-BH 1k A i #MA & A 7 C5b-9 1y 7™~
Az, T80 CDC 3R #2 7E NMOSD H Y 250 78 22231
PREVENT fff 5524 & — T4 X AQP4 HLiA FHYE B0% =
JEE 1 BR 1 NMOSD f8 25 (8 F AR 2 2k BBt a7 1 T3 i
INOSSEINE S 5 Sl DO E A NN G S 2 Ehe S N R
B AE NMOSD FR, $5 18 2 1 BEHL > A MK EER BT
GRIT R IR T 4 J8F5 53 R #5900 me/ik , Z )5 152
JE TR 1 200 mg) F1E B 41, 3 LSS 455452 91 T o
F 7T 25 5 o, A PEER B b 21 96 44 Ha 3 s 3 5 HE



VIR BERIR= AR 20244F SB478% B4
Journal of Southwest Medical University Vol.47 No.4 2024

R LRGN 47 25 A A 20 618 % AR 2k B
UL A2 R A AR X U BRAER 1 94% , (R PR 2L [R] 4
FRBEMRAS 78 3 (Expanded Disability Status Scale , EDSS)
WO o 25 5 MK BR BT 22 Ak 5 2 SRR AL
R WL B SO A2 IR T JER e SR | S 48 R
o FEFFARZE BT RN 52 K PEER PR IR /R T
K2k IERe A ARG R B & KU, LAk, %
JE B AR 2 B BR80T Rk JEE R BR TR 5 1 A SR 1 XL
Rar26-271 A R A A T T 247G 2 JRI R 1 ki B8 3K T
REM

T RN ER PR — PR CS FMAID 5, 18 428
PAR R R BRI 4 LR, $2 5 T 5 C5 I 4K
RIEHE5E T 38 o B A4 L Fe 24K (neonatal Fe receptor,
FeRn) P FHEAERT , I 25 2 T 2500 4 5 TR
A FHSE [i]128-291 25 225 [i1] B i [ DA 2 B ERATC 1 4 2 i) —
UE K B 8 i — kB0, CHAMPION-NMOSD & — 7
S ERZ i TG PRIAISEY, 5 76 P4l 5 R 1 2R 5
HUAE AQP4A-TgG I NMOSD A B & iy 7Rl e 4
P X HRZH S B PREVENT 5824 H0 (1) 47 44 22 7 %)
MR, SR 257 2 50 1 K432 3 TR TR 1 R 1| B o
UG, IS 15 K S b5 B 8 JR 4232 457 i
TR LS R W, TE4 32 5 KA BR S bty 7 v A Bt a]
k73 JE Y 58 9 H A AR R 2R R AL R
KRR T 98.6%. 4T , KRZEGHITHHIEH)
AR R R, BoAFET I ], e v 5%
PREBPUAHML. Hor 3552 8 R BRBHTIRIT I 24 18
HHBL T IR AR BRI (HERIT IR B R e R R
1ot B A A S BT , Hr 1 44 BB R AR S 37 T R R Bk R
PURIT . ET LRBFS AR B MR B HT T 2023 45
B RN 24 &t A5 Rt VE P TR YT AQPA-TgG PR Y A
NEH
2.2 |L-6 2 pEIT 5

1L-6 2 VA BH W 7138 o 4 ] 1L-6 5 2R 45 4
REAR SAE S I A M , OATZE NMOSD 397 H i
TER S D B R IR B E A TR . B
F Bk AP AN FEIR BAHT (tocilizumab ) Y R 5F X5} 11.-6 52 {4
FIHLIEIRYY 25 . —014% R SAkura—Sky HZ2 HLBEAL
XF BRI ARG ER02 W5 T AR B S e I G 7 SE Atk
IR BR PG TIG YT RO S A e e . S
LA 834412 ~ 74 % Y NMOSD (55, #2218 1: 1 BlHL
A3 B B G A BR BABT 2 RN 2 SRR 4, LBl 96 S
WA IR 232 B A BR B PTIR T 1Y 41 191 58 5
FE 52 2 RN 42 B E h 43 A 8 1R 18 491 i R A
K, B R BR BB A A 2 B R A 1 vk AR ] B4 AR
AU RIS T 62% , (BRI 58008 55 17 4 b oK UL B 3 25
o {EH—Wi4 M SAkura—Star B RCT AF7EB3IH 40 A
T 954418 ~ 74 % I NMOSD H3#% , Fi 8 22 1 BHL /T

FIBEEEF R B PT F2e REFRAH , BirAT R Y Jo 6 Rl 4
PEVRIT o LM AE BGA F B LN I, BRRR R R st Al
63 il th AT 19 652 A, 22 et R 21 32 Bl i A 16 191 42 %
96 JHlJ5 , 72% e Z BRI BR BB BB AR ML &, 3%
U LB R A AR RSCR , JLHORAE AQPA IR
BAE RO W 7E LIRS o AR 2R AT
FIH R0 2 0k , I 5T h XA AR B BE T 5
B s v A . ATE SAkura-Star KR T, 1 BB
Il 48 T H T 7132330,

FEER BT IL-6 SZ AR 28— N IR AL B e B 4t
o WFFE R FEERAPUEIS R M TR s R S
A SIS0, BIREA SRR & &R, JF
A A — B R % 5F R 2 PR BT AE AR, [ N
— I Z s T R R 30 BT T R Bk B PLIR Y
NMOSD FJA 85 2 4 el i og I a0 A 118 44 i
AENMOSD B3, #1812 1 BEAL S AFEER Hbidl (454 4
kA 25, BER 8 mg/kg) R IMRIZERS 20 (11 A, AFUK 2 ~
3 mgrkg) , WFFE LR WoR  FLERSRHTALA S ] LR %
T S IZERA 2] 28 5 & , FEER PAT AL S A A NZE A 21 4
DRSS 8 2 A T 76% , JR IR G F FLAth 17 B fa g
I (1) NMOSD S E FEER ST A8CE AF: , HABER btinyr
HIRIVE I R ARG . BLAh , A WFIERR I BRI
PUTEIRIT META PE NMOSD £ R e PR 2L
P, 4 ] ME 38 P AQPA-TgG FH 1 & 5 A1 3 461 X 34 1
AQP4-1gG 11 MOGAD & H 22 FEBR BAPTIRY T J ¥ A
WIBER R & A 4 IR SR BTN RN, A
2 B . FEER BT H AT A RIS HLE TR
NMOSD , A ¥ 5 L4758 22 (1l R T Sk E— B A
HATRE e 4tk
2.3 BB 4HpaEIHF]

Bk I 40NN 2 5 AQPA BT 77 A i 3E i)
B WA I R T A8 Z R L S 5 e N e
NMOSD 5 i 7 o 114) S B 41 i 28 U081, 2% 1) 2k o
Pt — M AJRAL I 1gG AL CD19 A 5T ik, T 453
PELE G I THFE CD19 BHYERY B 41, 255 5524 B 40 g A
20 L TR 30 A1 AT AR B A AR 1 A i P A
FH, #EI ] NMOSD & %139, — 11 £ [ Z2 vpurs Y B
HLAT M 22355 F 5T (n—momentum ) M HIF bR & @
5% (open label extension study, OLE ) %6 E T FF 23 F| B
FHTYE NMOSD JA 77 H B8 s0PE Fn 4 4 ko2, fff 5
g AT 230 44 BUAE NMOSD s, Hodh 4o 45 213 44 1M
5 AQPA-IgG PRI 17 45 AQPA-1gG BAVERY 3, L) 3¢
1 FEAILA R 2 R R AT B AESS 1 R AIER 15 KRk
599300 mg, ZJ5 56 H 4324 300 meg/U) I BHINARYT
W, A BB R AR 21 K N2 L5 e e G TT
(2 R 4R IR R 20 me, 2 J8 )5 2 Wisi i, 1555
21 RIHEIRIEER) o IZMFFEAEBIR F EL T, A



PRSEERI RS54 20244 954786 4l
Journal of Southwest Medical University Vol.47 No.4 2024

TREPTAH 174 B 21 B K, R 56 5] v 22 15152
I AP ZS TR B 20 350 22 R ) 21 52 e B BRAR T 73%
FEAETE AQP4 P BHME: B P AU o i o), 4y
PEJ I, A R AP 4 M 5 L RIRI AL, 21
FEMA R AR S5 97 B SRR TS, 5 WL
AN B 2 DRI ST AR . DR AR R ER A L
FAE T EDSSPF4Y, 5 2RI A 1L , 332 P 43 R Bk st
TRYT IR EDSS PRI IAR Y LU 5] f 25 FAIG , H O 22
EDSS P54k 135 R AEAS [ FE 4k EDSS #F-43  Ffi £5
SEIF AR BE AR & MR B BB T AR B B0 e, 7R TF
WORREY FEWFFE T , RENSEL 2542000 H2 52 43 | Bk Bt
RIT I NMOSD g 1T 7GR 4 4E 1Rl 1T , 25 48R
P Z A FIBR SAPTIA YT 1Y B E H EDSS P4 e e LT
ZHE RIS, P FIBRBBTIA YT AT BT | Y w1 2 22
SR TR IV R 6 S N, T B IS 22 76 Y YR i YRR T
B, PR R A RO E P, BT B 4T REST
TR T REXE AR SR KUK | 7R A 2 R BR B PLIR
ST AL B T W B 40 KA, o T WD I T e g BR
FEHKF, T LRSS, P FIER AP a3k
536 [ WO K rb S5 L T AQP4 T A BH A 11
NMOSD & ¥ 697 -

) 2 BT (rituximab ) J2& —Ff B & A9 $L
CD20 P 5g TR, H: 35 B30 2 A MACR RS 11 41 it 2 Fn
P 119 40 A T 0 200 B B PR 5O L A5 R 2D A1
I IR ELZH 2 DA K rp AR R 22 R e (e 42 B A, 22 T
T4t B 40 T IR 2B Tk, BRI AR AE B 40 if R T
(I y FHRZE AN 1.2) B35, ] T 405 fn
L W 240 B 8% 44, TAHARA Z5450F J 1) — T 22 s
SUE I RCT AR HR T T F 2 1 BB i K 2 R AT
Sk IF S S5 R R AE B AN I R, B2 PAh
WHITERRBER Z9NA , AR EEE KR E
0.035, &R H AR R &30 0321, [AlI, Z 5t
G 3% W 5 M na M A R L 3 A 2 1y T A L, D 22 BT
TERRARAR AT 6 DB A 7™ J R g A T g o 1) 5
JR T T B A A sictee—o0 RV 1) 2 BT I 45 24 9 R
KA FE 2R B3R AT AR T M s I 4 s e o 22 2% [y
fisieol | ZE B AE NMOSD YA Y7 B fd FH 2 56 2
i 15 4 SR, 56 FHZE Ak i 6 BR B AR SR B A
B o BRI BB 0 2 A R v AT 32 1Y)
T5 AT BE A2 B Z2 b N 2R I B2 ), A48 SR (AR IS e
RTE FRIEFREE JRYTHERELI ) L K 22 B 4657 1 g
il ¥R 7 SFs0-s21 | [R] JH A I NMOSD S8 3 fift FH R 2
PURITIT T 4 LR R LG H IRA 2y e k™
IR,

B R 2 K 4T (ofatumumab ) 2 55 — P4 A E 1k
CD20 BAdi, =5 Z i W Bk B 40 i & 33697 1E R, B
PACHATIRIT MNS K R 22 R VEREARSS, B AR BLL

KEGUIEIRYT 2 R AL T A SO 2 —B0h 2,
{HEAE NMOSD 577 H A R0 % G RCT A ST IESE , 31
MrBery e 3 2 3 T Al Mt 2.
MAILLART S5 38 T 1 FIxEIAPE JLE NMOSD 5 fift
FH L Z AR BB A RO E e MR ). % LERE
i FH A 28 B A 7 sk H BT 7™ E %) A s R R P R
Y5 | I BT INURE , 77 5% 4 Bk 2K bRy T e
P PRAFESBIIE], A HBR  , F FLSA e s e =
Ao ZHANG 5SR-S T 11 40 0 X R 2 8 Hpi o
JVEHEIAPE NMOSD f 3, 7R 332 BLE Z AR R TIRY T
6 NI TCE &, HBEWE M1 ERR 1. SEF L
b GE , B AR BRTIREMEIR T NMOSD 1] g AT 4T
FIA R S e et (B ARSRATY A BB R AR i IR ALY
WFFEIE—HAIESE

EFRHATT AQPAHTARBAYE NMOSD H 2 1) [ i /R
EIFR AR BR b P R BR BT R R
PN AQP4-TgG FHME NMOSD Hu& i B 187 2540 .
ILUA L, FEXT B — 25 W3R T AT 78 00 1A A
i), WSS TRICAE 1 2% T2 FAIL AN 5] g At o
AR R 25 A TR T 24000, FE NMOSD IR,
TR R M 25 R et BRI, 29
A PETEA R A R GG PRI AT, XA 4 W
g 36 )7 W) 09 A A K F (adverse events,
AEs) o X EE {4 B BRSNS IR TR 0T, LA
i 2 T R P IXURS: R RN T Bl 4 it - PRI Ik, % NMOSD
BE MR TR, NMUEEZ RPN T AL, i EE T
iz ek . KA T I M2 R KRV R4
RGNS R, R R R AR AR YT RUCR 1)
KR . NMOSD A= P48 [ 3697 25 W A/ AL 5
I AR, L4545 25 W0 038 O IE 45 25 7 =X DL IR
FH AR A AL B L 1

BEAb A X 2 A ) 350 7 I R H s R A
FIIT R, AR X 28697 7 591 AR 38 AT T A7 NMOSD f#
H L RAIRIT T RAARAR B 705005 2 o K]
DXL A R ) 25 PT RE S| e RIVE FE A B AU 1Y)
BN VAR G RGN AE R R, E A A 1)
TRYT BB AR O BB B, AMA RS 1L-6 18
B LA K B 40 A AR FH L (. NMOSD (3% B AL 52 2% ,
Je Z2 TG g AR AN 431, DAL 2 BRI 980 3 1 3 T
SRR S Ty 0 10, 5% 0 T 4 i 7E
NMOSD A 7T B4 1 2 22 A €, (5 H A £ T 40 A i
BT WG i A R . 1E QIN 2557 i iy — 35 T b
Z PR T WG RIS P, CAR-T 20 ey 32 R B 4 Xof
AQP4-IgG PHI: NMOSD B HIRIT IS J1 o il dEgh A
12 44 B35 B as R won  7E Wz 5.5 4 A I BE IR
I A BEREEE R, Iif BE RS T 5RER A
W BRI GE. HAT, 7Y R AT e B



[Tl PN e

20244F  W4TH: 4l

Journal of Southwest Medical University Vol.47 No.4 2024

1 NMOSD £=# 5B 1E AT 2591 LS 5 G R Bz AR ST
Table 1 Overview of Mechanisms and Clinical Applications of Biologic Targeted Therapies in NMOSD
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