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Abstract

Optic neuritis associated with neuromyelitis optic spectrum disorders is a demyelinating inflammatory disease involving
the optic nerve, often presents with severe vision loss, poor prognosis and high recurrence rate. Timely control of acute
attacks and effective prevention of recurrence are the keys to treatment. At present, the treatment mainly includes
corticosteroids, plasma exchange, immunoadsorption, immunosuppressants, targeted monoclonal antibodies. Especially

in recent years, great progress has been made in Eculizumab, Satralizumab, and inebilizumab. This article reviews the
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recent research progress in the treatment of optic neuritis associated with NMOSD , hoping to provide useful references
for clinical decision-making.
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PR 2895 6 92 1 R P20 (neuromyelitis optica
spectrum disorders, NMOSD), 2 3R K B
4Pk (aquaporin-4 antibody, AQP4-Ab) /1 F 1
rhRX Rl 28 2R B8 AR TR B BE B P . IR 2 4R (optic
neuritis, ON) JENMOSD# WA 1 KIERZ —, &
HEFR N 30%~50%", MTREMIOI T, SR,
NMOSD 2Pk A A3 H P 2 25 PR 4100 i 9k 12 200 i
WAL ABTIA K SAE R 77 4=, Wb BEIE BR BUW BT 14
FARAE K, AR IR 7 A0 45 . W8 BT (%
). MEHE . —MEAEIN A JE#EAZMIN, 6
MHIGHEANGER , XA PR B 32 SAREE S e 1 i
SR B8 BT [ 5 B 8 20 I ) PR B TR AR . B
T B 36 97 R 800 T 7 S e AR ) TS Y
KHENZ . JEAK, NMOSD-ONMIAYT 7t 4
BT 2RO IRIT Tk Mg Y . KA XRGEME T
NMOSD-ON P (IR T S8 1 30 1 By 52 % i
Jit, WEON GRS A 45 5%

1 2H
1.1 =

R B EPCRER . W R E N
AR TN AL, &I T % CRAENRET
WD SR BE . B AT K R O R T
E S HNMOSD-ONSEM — 2 i iRy &,
F % 580%) . Wk JE o # ki 1 (intravenous
methylprednisolone, IVMP)1 g 3~5 difi¥7, SRJE R
o I P R R U R, L T iR R 4~ 61
AW AR ST 3 R AR W 25 0 1 IR S A
HIVMPIAIT 2 tEONIREA 2. SR, Bk C iR
T EEE, ARSI ETE N S MIE A R,
W FE A Ry e kT S AR %

20194F, 1206AQP4FHENMO-ONE M K 1E
4 1] B A 5 L e IR, IR T R e A R IE R ST (best-
corrected visual acuity,BCVA) >k JC 8k ol S J8 1Y) £
HXIVMP W 4, MBCVATEFR AL ~ 0.3 &
XFIVMP [ ) W AR XT38 25 . 20194, 27fAQP4FH
PENMOSD-ONZM LAE, V3N HEEMR, 5
VR 7 ANFEFTIVMPRY BB F ML, 7 AR

FEZ IVMP Y BB E W1 RS 2 1.0 AR 3 i (OR
5.50, 95% CI 0.88~34.46, P=0.051)""., %4}, TVMP
1558 R TENMOSD-ONZ R K AL, 20164F, 81
NMO-ONZMEE &, TERAIIVMP)E, BV 14F &
ZAVA 16% Y 5% % it 32 (Expanded Disability Status
Scale, EDSS) P .2t 3% . PrLA, & APENMOSD-ON
() 2t 3G 97 T B A N T A g, dn i e
P55

1.2 1M %% & #7056 5% IR B

L3¢ & ¥ (plasma exchange, PE) Fl 9 32 W fff
(immunoadsorption,IA) I £V B il 2% v i) 350
F(FUIR . S AMAR LSS ) o b A A
PRI 25 52 12 W B YT IR IE TS e 21, PESKIAYE
SHIVMP ICRL s AUIR & VE B AENMOSD-ON Y 4k iR
J7, I 96fINMOSD-ONXf IVMPIA JT To AL Y
HTREMEESY o, PEW 3 #EBCVA, HFRIHIA
I N Bl 3 R AT REES . X T A & HENMOSD-
ON, TARBCEM I MG FHE KA, TASPE
g o ki, H O RTIAF FNMOSD (36 7 I
W 2 R A B A 0P B 5, WG R AL G R 5G
( randomizedcontrolledtrial, RCT ) TEHE 3 ¥ o

20184F, 1052 HENMOSD(83% NMOSD-
ON), HEPESIAWRIT 5 MW & M % ik
80%~100%"2, #R1Mi, NMOSD-ON Z 1 4 ¥EPE/
IAFAE TIVMPY. 20164F, 185fINMOSD %
(81% NMOSD-ON), #%5ZPE. IAZ{IVMP, 7E61
HHBFIBCVA, EDSS. Wil &M% b 22 F LG+
B, ZERPEMIANAS & T, 1 HIFA R
G PE AN G A, PUAR S R R 1= A, IAE
AR E, HIL—BAER—Z3097 .

1.3 &Ik E H (intravenous immunoglobulin,IVIG)
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10fINMOSD 2P & AF i # (4INMOSD-ON) , %4
TIVIGIRYT, BEVi1241~H )5, 1BIEDSSE#, A3
filfa sz, HL, IVIGIZENMOSD-ONZ MGy
= R OIERE R, — AR R 2
FHIEILTE . 2SR AR

1.4 INEEEERZ (Cyclophosphamide,CTX)

CTXAM I BIFR E 40 AT IRk B 40 R, 38 v 0 ) A<
W ARPE . CTXRETE il RAE , Wl /DX 1 25l 28
BIREIR 4 A 2R G0 Pk 40 B AR AH OC ON P U 45
TR 20134F H AR H IR IE 40 2 MENMO B 86
KU HA A IFON, A36E I H B REis,
BT CTXREM, HOA AT CTXIRIT AR
20204F, CTXX20fIVMPIAYY AL HINMOSD-ON
WITHCRIIE Bos, B I REAS 20 01 B e
M2, CTX—MH TIVMPHIPE AT 52 (1) — 2634
§7, HAENMOSD-ON 2 A &0 F 2 4 v 75
KEEARRCTIESL .

2 MpEXR

NMOSD-ON 35 M Yy ge it 11 ok A & — Ik
WA 28 R BT A i, B kR 1K£90% .
FrUATL R & AR B, — My 2 k7
AT SAERY,

21 IIFIEHE

[l o 1 AF % U e BRI 0 N R B R R
A FFiG 9T B E R AKAE 2 &K ¥ (annual recurrent
rate, ARR) . SRTI, 20194F— I fif 5 X LA 5 0F i
Nt 8 57 2% 3 16 (mycophenolate mofetil, MMF) | i M4
IEH% (azathioprine, AZA) . /NIl & 3 2 FI TG G S 30
HIFIXINMOSD B & & WAy W98 8o« Bl
AR S, /NI R R TG S e R ) A2 e LR
TN o H AR B RN R K
Herp MRk, ZHREMBRIREEH . BT
B 2 R B PRAEFH 25 )5 3~ 61 H IR RAE DAL,
W /N AR ORI B R BT 10~20 mg/d, ZERRIR
IT D a~6H, R S 3 50 o8 4 88U -8
ZFEHW,

2.2 I INHIF
T i & BARBETE T/ NMOSD-ON 2 14 i 45

il 18, H R TR A ) S R H R AE &
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B JE I 550 7 U R ROk B bl s R AT A . H A AE
NMOSD-ON, #H55l & AQP4 PH M H & i Wik v,
HUWH 2 GRS R R mElaT . AMEFEZ R
PR AR Ik

2.2.1 AZA

AZAZ 5 I R AT, 40 Tk I 40 T
b, WA PR = AR L R A S A% AR i R 28 i 7K
S, R T NMOSD & & By Sz i )
20154F QiuZE X 77 iINMOSD £ # 45 T AZARE A
R R IGI7 . W23 (6~58) A, 441 (57.1%)
T2 %, ARRH10.923F%(K5]0(P<0.0001), 2017
fEChenZE PV T 10SHINMOSD L HAZARIT &
B~ H, R EBLSsH(52.4%) B E TR K,
9414 (89.5% ) ARR¥Z VA ¥7 i Wb 2 3 [0(0~2.1) vs.
1.4(0.2~14.6), P<0.001],

SR, AZAF BRI RN, FE7E %M
. IO . MR AE KR, D AN RE RS B R
¥ W (Thiopurine methyltransferase, TPMT )il =
EFET SO ESREIE, M A
FAE 3 ) AR I 25 38 7 00 A 09 M 0 ot A
. BIIEE.

2.2.2 MMF

MMF 65 17 R0 R 0 & s, 40 6 T bk 2 4
Ji R B I EL AN A AL, R B E AR s AL, JF
0 A% 5 1R 20 P B RE AN g8 BR A 1 7 A . MMIF T
Bl & % B A S T 2 WL FAZA, TEIRIR 1
B CAZ AR N TR NMOSD & & i — 28 1 25 .

20184F Jiao %5 ¢ [al i 11 > Br 4% 52 &= b6 A
MMEIRITF 86 HINMOSD 4, K274 A5,
750 (87%) e 3 ) ARREIA T W P [1.4(0.1~11.0)
vs. 0(0~2.8), P<0.01]. o 21%1(19%) B A
RN, FEABE. HAB S, HHEiTHE
WD, SRR WLt i, U EERYE . BETCAF L 2016
A, XuZEPRTHE X L MME (n=38) . AZA(n=119)
MCTX(n=41)% NMOSD K& IT ARG & & 1%L
R, G5 REBMMELE =3 b0 & & 045 il i
AN RN K HE AR f IS
2.2.3 F &%

SRR =N o 11 L o i S 1 I O N R
JiL RN B bk B AN FEL Y G AR . AR H R B, KA
PEAF, O A& E . SR G T RO M RS T B
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NMOSDE KM IIEIEE = . 20144F, 914
NMOKE kB HEHEZHAKY, BIT18MH G
FHARRHIZ. 11 E1.11(P<0.01)P%, 20134F
KitleyZ: 8 T 140 AQP4Ht K FHYENMOSD
PR IR E S S, CE I ARRMIRYT
Bi1.39F EIGI7 h50.18 . JIF DL H & e w4 7 73
FiNMOSD & & i /£ A ¥ JC i SCE 8%, I IR
R AR 2
2.2.4 CTX

WY A 258 2 2 M7 1 CTX A B LR 7 %6 S 4 A
7~25 mg/kg, HLE6NH (BEAE12.5 g), FEilE
Xt F A 9T RGMELT PR IE K TR Lr A AR
T ANE N 2EE PRI 7 5 0.4 g/ S, HELE30
JE (B 12g) ™ SRT, CTXAE 7 AT LATINMOSD &
RIIWFFAFAER IG5 20124F, 7INMOSDH%%Z
CTX%E21 H 500~700 mg/m”*, Fifithi 171~ H B S5l
YRS R BUEAL, BIBE TR K, 1B, {Hit
WP CTX AR/, IRZGERE K, ARERKBIA L
OB A & 20134F H AR4BINMOSDAYHIE ",
36 LACTX % H 500 mg/m* 2Lk H6~12H , B i b
Bk, INHIZFIRN HA NMOSD B Hilpi 2 kA
. 20164FEXuZE P EXT LLATSE 2 B, AZAFI MME
TEEEDSS I T-CTX, A MCTXAUE N XFAZAFI
MMEAN 2 A BE 86 o 1T HL i T 7 A g 7 v 2 ™
BRI, FIEAGER N .
2.2.5 HA

b 58 55 R] )z TS Bl B S s T e A
BT TR HEC T 5 5 W /ENMOSD
WG UEE R =« 20194F, S0INMOSD % 1%
ZA B RIS TR E W5, JLAQP4PLIAH
PRI B R A A 2 I R 15 869%~92% 1 . 254
NMOSD (#4232 M s 52 /] i 5, ARRM2.9F%
%#]0.4(P<0.001)"" . P42 AR G028 40 H 75
i a5 F] 55, fENMOSD-ON JHE D 20134F,
— I T 52051 HT AQP AT A I I FH ENMOSD f #5119
o, ofil f & 7 4 2 R R AR YT A ARRHT 2.7
[ 220.38(P=0.012)"" . 33X J2 14 T 52 A 1 2 A ] Fi
FiNMO/NMOSDXE & W il Z AN 5T . 4R, )5
HAFFJC 6 T 370 X AYENMOSD (19 R RE 7S Bl AL % 1R
5%

2.3 IVIG
IR BNEIIIVIGIR P RCR A WIHG , SR (] B

7T W2 M R W . /NI IVIGIR YT e &/
K 20194F, ofil B KL R B FELEZ A H E
WIVIG(0.4 g/kg), Ffivi6~311H )G, ¥ LIRE
H11.4 + 072885 510.3 £ 0.5, A ULJZEA B MY,
20204F, 20fINMOSD 8 # 1E{H FHAZ AT B 27064~
AJG, #ZIVIG, ARRH1.1[%0.3(P<0.001), 4k
i, VAo s X BEEs, B it e hEHL T RS A
FEXT ELIVIGRI B RO , L IVIGHL P NMOSDiIE
WAL, AER—LR B HERE, — BT HAh ey
THGAAS SRR TRGYT, WILE .. Z21H%,

2.4 REMEZHA

AT 4F SR ZENM O SD i 1 B 7 11 A3 5 K ik g
5O 3R CT 24 1 T4 11 DR 38 56 19 AF 9 485 28 -
A C s (I BT ) . TL -6 BT (B A
FIZRH L), RCDI9MHL (RIS FI Bk br), K
NMOSD-ON [ Y7 KB 1 i 1% .

M| ZE PP (rituximab, RTX) & &1 X5 Bk B 40
I FE T CD20 /Y PR s BB, 242 J8 P B AT L
e A HERNICIZ PEB AR L 4, I AQP-4
P& . 20194E Shaygannejad s PCI%F 4.4 4
NMOSD & & HATHIEME 58 0, A LARTXIR
JY2~44FJ5 (B T 500 mgik L4/, UG fEbge
HF500 mgi#£:2/H), ARREEFEML, FIEDSS
BBk 3. 2016 4F— IS A Wi oe BT R B
i FIRTX R 2 K 1438 INMOSD %, 94.2%
() 3V T IR 9T B AT A bk BB i T 25 & (4
Ji375 mg/m FpLk4H s g2 1 g Lk21K), BLIE
B AT RUTBE & &, SRS R &A%, H
H10.3% M0 B F W A M RN, 9.1% 1Y A A gk
RARG  4.69% M S AT ™ 0 1 At AR s b
0.5% 1) B B0 12 Ry n] 30 o e 50 B 28 B 1E
1.6% 0 B FFET . 202 LAE B #E 25 BV BF 92 4
AT 43INMO-ONEH, 4 T/NlERTX (4
100 mg/WK, #LL4)H), 1HIT G ARRE FHREL,
96.2% ) A M N R e sk %, I AQP4-AbIK
S 5 R B (P=0.0123), #8/R/D IR RTXAH RLFE
ENMOSDE AR HZ 2w, EEEENE,
i 3k R P T 6 B UK 4N B K F E AT A
W, R A A A A S CD Lo A i, Y
CD19" i 4= AM i 4k L 20 i A be > 1%, B
A1 ) 1B bk B A0 A A A A R b= 1%,
DU 36 Jon KGR T RTX 100 mg.



PP B IS RPG M 2 R PR 38, 4

249

W%B*Uﬂiﬁﬁ»(inebilizumab)EBWQEﬂéﬂ}ﬂ@i
BICD 1945 & )5, 77 A= 40 i 5 14 T 9k B0 40 B s g
FHT AR A5 20 B A S A0 4l B P AE . A L
i 300 44 B IRR T 40 Bt DA BB K [ 40 i 3 200 % R 4
Ha ok, THFETE Iz A Al i, AT BB 25 bR
FEAEAQP4-ABRI AN, R, FEAEFERALIA
AT G ) [R) B, 0 IS R Bk SR mT o o B H B
PR A B XM E . 20194F, — T PF
AR A Bk B30 1R 7Y NM O SD Y TT 3 B HIL X B A
1. 2300112 5 ¥ (93% AQP4-1gGIfiL i FH 1) 4
3¢ 1 H I BE B A3 BC 2 AR 1) Bk ST 4 522 gL )
M, HARGAR L, AR AR BR 2R BT R IE S 0 e )8
SNMOSDE % . FEALEEZE . I > MRUK AZ 1 3
A, R R AR 24 408 5 W S R 0 I UM 34 B 3 £
g, HRE R T RLN10%. ARFHE
AL, SR, 2B —GIsE T SR, B
W E N S5 e 6. H g8 FI 2k A dr 2 vk
HEvE ] TR 97 A AQP4HT A BH M I NMOSD .

AR TE X NMOSD Y & JR 7 LK, A
PTG FE G B N MO S DY k- 25 4L A [l % Hh P ks 41
WeBE N BT AQP 4T A X AL Y K 5T 41 A I 58 11
BE, SHAQP4FFF AN IIE T . K FE TN
YT (Eculizumab) 5 A Ui #MA B 53 C S 55 26 Fi T 45
A, M CSmCSafCSbAY 2R, P4 fAZ
CSb-9/ S P. 20194F, — T PF 4 4K J2E i
PRI A Tl AN 15 B Al A % B0 A R VAR YT AQP 4 FH
PENMOSD ) MHIRCT™ Y, 1436112 5% 2. 1/ L
HEAAR T AP B AL, WE AR R BAK R
P A A A R A R BRI R R (3% vs. 43%,
P<0.001). ZatE, ARFMEAERM, Uk
TH 3k — 5 Bl e W ZE T 8 o R, AR R T R T
FiNMOSDHE & H 4, NAQP4-AbfHENMOSD
PEAE T —F A RN T2 A IR BERE . 2019
4, RE TN BAHT B 2 W FD AR I EMASIL #E T
IHITAQP4-AbHME M MG ENMOSD, Hrigsosy
FTT/ . FENMOSD I PRI G Y7 1 #4440 il 551
WA CLER B 7 . 20144F, /MEAS T IR PRI
B 1001AQP4-1gG FHYENMOSD & 1 ] i
Y5 TIVMPEL A CLER M 6157, Bfiii30 dBTEDSS
4.5 FHEE2s, TLmEARFM, HARCL-TREE
T X NMOSD H# & — Fh 22 4 1 i 7 2
SR, H A B HEAT 22 v AR AR Bl AL X HE BF
GEE— RS PR ek UL G W S

NMOSD & i I 1Y ™ AR 5 A K -6(IL-6)
W FBEA G, TL-64EJF R YETh17 40 g F0 2% B 41
N S 7= 5 [ 1 R 7 N O e O (09 71 A N
AL R M B AP 2 R 5. 6Bk Rt
(Tocilizumab) J& 4= BR B A~ 51 X IL -6 32 1 19 N TRk
I ERLAR, WRR R TIRIFNMOSDRIL-6
TR TE YR . 20154F, 8fIXEIA AINMOSD
BEN ERTXIRIF LG, B TR di 4
H6~8 mg/kg, Ffii}i30.94 HJ5, EDSSIF4
BITRTH 7. 30 5.5, ARRHIIGYT BT F04.0F%
0.4, FEERAPUAH WA RN AL HG AN [ EE T
w LR Rl Mk DS, RAERAR. 54,
T [ DR AG # % EHF BT LT ER bt S AZATE R JE
52 NMOSD /v 1 B /8 FH B Bt 4L Xk BE A 5 1)
(TANGO)Z5 R n, LR AP AZAM B AL
ARR, HERMMANREN . Frbd, FCERBRHTA AT
AE I NMOSD-ON [ Tl B &2 & 1) X —Fil 4% .

B4R A BR P T (Satralizumab) 2 9] IL-65%
W AR A s PR, SHCER R PUA L,
ZARFERM I, SRR IR RE2-48 /K, 4
245 0] A X BN o X B AR A ER BB AR 24
BEHLXT FEAF 5T . 20194F , — T00PF-H 5% 45 A1) 2R o
B B A At B 2 1 1 K95 7 NM O S D7 A% 1 T 1
BE L X IR AU BF 5% (SAKuraSky) ™, 8361 5
EE 7 W W R N o NS M R O L E
7 5% e R Bk R PTIE G e s I R XFAQP4 Ab
FHPENMO SD & 48 X} B8 4] n] R AR 42 & XU 3k
79% . SR, XFAQP4 AbMHIENMOSD & & &
RILEHB W, T LL R, 20205 5% 45 A
PR PR BA 251497 NMO SD T H XL F bl HIL % 8 BIF 5%
(SAKuraStar) @R, 95BIS 5 #EH (67% AQP4-
Ig G Il I FHPE) Bh2 « 1 Eb i 1F A 5% 4 1) Bk 2 40 41
(ANERA (AT ] B 410 1 500 ) sl e TRt I A, %
FIERBPTLH (309% ) B2 B 4 (50% ) & K 3R i 5 b
ik, SR TEAQP4 AbILiF BV M 3 rp B 4% A 2k o
PORITHE K (46%) IFAS L X REA (33%) 1K VU
2B 5 & N MO SD 8 Ik i) 15 30 bifi A1 X6 BRI IR 24
P 5 0F5¢ , n BT R R Bk BB B BRI AQP 4
AbI i FHYENMOSD & & %, 1fii X Hifj AQP4 Ab
MmiEAEEEE L LB R, ©4ets, AR
AR A BT, FE R B, R B
M, FET- G E AN KR, Bk Ak AR A R ST
FIAR P T BT 5 S — b o T B NMOSD &
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YERHE ] FR BT 259 .

FENMOSD-ONYRIT W 5E 19 2% 1k if A 5 X 4
NEHCN B A LFeZ R B s BE SR HBMO9161
B XFPLAQP 48 1M E 4l N R T BE LK
aquaporumabm], B A2 2 v X pih 2 2R G0 A
A B NIRAL B R Opicinuma ™, 41 X5 ki 41 Jifd A 74
i e m) AL SO AN PE B AN RS M G RCTHE SN A
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3 B4

WA R AE, X ERAEENNMOSD-ON
SVE R E HEIVMPIRYTY, XE & WEIE ™ E
PR IRIT O B E NS RS PE . BEARFR
] B I . NMOSD-ONTEHEN, it E &
WIER K, BN R R K, QA FH R e RS |
MMF . RTX% ., )5, M TEXCD19. #Mk |
IL -6 — Z 548 0] BL 40 25 M) FE NM O SDYR J7 IIfi PR ik
5 FEUEE KT, NMOSD-ONIA Yt Bk
He— S BT

FF A %k B 7= B
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