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Abstract

* Optic neuritis (ON) is one of the most common causes
of vision loss by neural eye diseases in youth and middle-
aged. In the past, the diagnosis simply according to the
risk position, which did not distinguish from the
pathogenesis and clinical characteristics, can not meet the
current clinical diagnosis and treatment needs.
Combining with the etiology, clinical characteristics and
prognosis, the latest classification of the current
international diagnosis of ON are typical and atypical ON.
Typical ON relates to multiple sclerosis ( MS ) or
demyelinating disease of the central nervous system, it
has a relatively good therapeutic effect and prognosis.
Rather than, atypical ON has complex etiology, clinical
manifestation, and the treatment and prognosis are also
different. At present there are many international ON
treatment guidelines with level | evidence-based medical
evidence, but with different genetic background,
geographical environment and ethnic groups, they are not
been determined. China lacks of such a multicenter large
sample, a wide range of research evidence. In this paper,
we will summarize the progress of the diagnosis and
treatment about ON, especially about the atypical ON, in
order to provide some suggestions to further improve the
standardization and individualization for clinical diagnosis
and treatment on ON.
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A4 R (optic neuritis, ON) J& T3 FH P 4E ABEN J1 72
A WA IR PR 2 — o LATE ] SR b 4 8 0 v
BL53 2L W, A NS AL ) A i PR R AIE X 43, AN RE il 12
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Il PR 5B 1 43 26 12 W7 78 ON S JE it 78 ON, B8 ON
Fi¥8 5 & K M AF AL (multiple sclerosis, MS) i HP X i 28 2
G I RE AP A G VAT ROR B PR AR R4, i A
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A2 R (optic neuritis, ON) $8 A T 2 AE L 1B A8 K il
WEEH PR S L O A6 i TR 252 TR38 Ay Bk
HhEE BRI 55 ) T B 2 A8 e AR L )k 2k
A LA <50 % R B AL 28 400 3 AR T
JEIR RS 2 1 MR E T ERE A3 ~dwk JFA
A 2, SR ON I REFAE b . Stk IR T R
G ERTN SR E I 57 S EE YA 582 € 2 ) P U] T B 53
BB, KIS 2 & 173, LA TR AR i fL A A
[ 1% ( relative afferent pupillary defect, RAPD) , VEP & #,
AR R I W55 8 BOHL | o Al ST A6
KRR R TR (LR IR IR ) shd B 7 e T g ¢
EUEE RA TR R AL K PETE AL ( multiple sclerosis,
MS) |, W RUBS: 5 751 PRy Ot S 5 A ) 0 52 IE K . ON AT
SRR BEXE [R]85, 5 A K B E 812 W BOR YT, B 43 1
FEEMIIRERE . SR, BRETIRE ON 143 2Ki2 W Kk T
Ty R L, i 55 I K RS AR 297 pR i, FATTXF ON
(R 2R MR ON) 12 I8 SR YT ik e AE — 25k, it —
$ g Hom 2T AL 5 AR B ik — 2 i
1 ON 3 EISHT RIGTT A RELR
1T1RITRFRB 2B ON 4K WA H (0. 94 ~
2.18)/10 TP 2 E E Sy AW ( National Health
Institute , NHI) #8412 R 16 77 0F 5T ( Optic Neuritis Treatment
Trial,ONTT) JH2% 78 ON WA AR N 5. 1/10 J7, Hp
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85% HHAFIN,75% Atk PR RMBHEHN 1/10 71, H
AH1.6/10 J7, EIHNREA, ) P X HRET2 ON B4R
KIRFN 236.7/10 J7 , f@ e HiIX A 88.7/10 Ji, G5 HLIX
2000/2004 4F-5a FHBULHGF N 133/10 J7', Meta 5347 4K
PR, ON 4 25 A e 1 T4 2%, o 26 b IX R b e Bk
KRG, w20, B Bl LB R 1:3, HA R
1:1.22, KA ZTE 20 ~50(F3 30 ~35) %, JL#E ON
SRR AL I PR AR A B T N P 38 KR AR R S 9 ~
10 %, 25-F2 54 AR D AR5 & i KU 34 in 1F
FH

1.2 %A REFNE Buzzard 5z F 32 H ON 5 MS ¢,
1980 4EAX, BiE 22 rp O RAEAS G PRI IR 1 TT 8 | i 2 1Y)
R B ARG FEHR AR FE AR W T, ON 5 DR 2 A 52 5
TR BRUNMIFSE &30, ON 22 R e 1, ] 5 05t 6 e
AR Y G PEH SRR S A 2 R LR 4 =K
X iR R G R VEIRRER M e R GeE
H B e e . A AL i o B

R B 28 22 G0 o M 0 B S 1k 5 A DG 1 ON A 9
VIfdE . MS WL 2 EBE R ( neuromyelitis optica, NMO )
R H A PR R 28 22 558 58 P I A 8 1 9, o T B3] A A
(Balo’s oncentric scleros) | 7R {8 P46 {k ( myelinoclastic difuse
sclerosis, Schuler’s disease ) F1 & P4 1% B i B 86 28 (acute
disseminated encephalomyelitis, ADEM ) , Hosp, MS A =
ON, AR R 45 A 1 I 6 5 7% ON (lidiopathic demyelinating
optic neuritis, IDON) | & 1 555 ™ FEFR [ | 5k e 45
HGERY 113 5] ON B, 4 83 ] (73.5% ) 4 IDON,, 7§
JrEIR MS KR 55, s HLH R 5 & #05, Hoh MS
i oy BRI T EE AT T AR 4Bt (HLA ) &
B, FEAER N E 207 T 6p21 #9 HLA-DRBI, A4 #F5E
R IRSEE 7 (TNF) #RE N E MEHER AN R
ZRAEIER S MS Yy BV G, KR LI T BE S A 4
Jr B ML A | P 22 2T A %) 1 A AL el w2 o R E AR
g hgl, Sk BBEE XTI B S R AN K DR e 22
AT DL e A A TR R A P T S SR
98 2 5 P A A o 2 BB 4 P ) S G, b 8 T AR R I il
FEHN R AN ZAESE, R L) B TC ik e e

RGBT A EME ON 7E 2P ON b & F8 f vy, o
SEFREH ULR ON 268, i H % HRiHE 81 9 2 ON
R PR 39 ] (48% ) o 8 DAL 4 SRR IE L ,
PP IRHE HER 585 | I SORE 55 s ] 45 3R e Ik
Yo WREE ANTR A R SRR IRAE . &AL R e SR A
Jr B A A IV A A BB R R R B i
G HALRIUAR 2 | 25 T B A T fish 2 AILAA B e ML A i
H e B G YU T O LB, DL iR R A 0N
[ A P A0 A 22 00 38 |l 2R 400 005 L R i 2 R B el A T R
4 ON 9-11] .

B RGN H B R MEPOR AR OCTE ON, i K AL 45 45
IR RGENED PN ( systemic lupuserythematosus , SLE) |
T4 25 & 1E ( Sjogren syndrome, SS) . F ZE 5 ( Behcet
disease) Bz WLA LA S A5 48 Q=546 40 EG IR 25 il ( Wegener's
granulomatosis ) GETEZ B kR &Y RGO BE
& ON Z UL ; Al K] ON 1 & g2, A £ i 4 B R Gy
o KIRPLTIR B, AT RE N SR E ST T2 B & 4
2 ik 11 AR ai I A8 By 3ok R R A% A 240 5, AL
o] A N R, T ON LA,

1.3 22l LU E AR TS & 3067 43 M ERJG ON JL
FER AR IIRHLEN G R FRAE X 43, B ASREWE &2 B Al
Ri2¥7 sk . 2008 4E, Petzold 251" ¥ ON £ 2t 7 95 HI
7328 A4 - MS AHSC ON(MS-ON) HLAf 2 B 2 A5G ON
(NMO-ON) K57 ON( solitary isolated ON,SION) . & &
PEIRS7 P ON (recurrent isolated ON, RION) @M% &M &%
M A 2 B AF ( chronic relapsing  inflammatory optic
neuropathy , CRION) WAy 287 B as A KR AL IR PR R
P BhARS A A B T4 5 OB IR T s FIWT, H R
WFEFTA 2% ON, 2 SION .RION & CRION 432
HESUAN AR 2014 4F, Toosy %51 15 &5
R R ON SRR ON A4 &, LA ON 4518 5
MS sk H X A 25 21 e 5 A A 58 0 AH 5%, 1T IR B ON o5 A
A% IRIT RS WA . 2o 2R e T RE R4
FE A 2R ON, X AE IR WA & J& ok MS U (1) i 7Y
ON J& , rT AT AR R I TR B 969, AR B A ON i — 247
9 PR 2T A, AR IR YT .
1 4ABIEEZATAE HATERE LA ZA4 ONIBIT I
1 T AGUE B 2= Uk, B 36 e A RR M 2 0 RCT
Fl Meta 23T ol RGP, 540 :1988/2006 4, JE [ 15 4
BRI ZNE) Z s ONIRYT (ONTT) BF5E /N, HEAT /2 A5
KR 20 ON P HTHE M RCT #F5%, B U5 B 18] 24
14.7 ~18.3a;1991 4=, H A 22 AN 847 4H i i) ONMRG £
HUOITSE /N, R K ON &7 64T T 1M RCT BF
3¢, B TR IE] 1a;1996,/2000 4, 35 [ FAN £ K 50 4 8
ZH A CHAMPS /N T4 23697 ON JE4T 1 1 s
RCT 5%, Bt i 6] 3a3;2001,/2003 4F, 1 CHAMPIONS /)
ZH % £ CHAMPS /N4H B BF 98 Z Bt 17 52"’ . Brusaferri
2191 Vedula 25 23 51T 2000 4F 2007 4F18 RE I E T
ON JAYT 1Y RCT, FXF HEAT Meta 3B 8 RGN
255 A 711 ON JFUIE = 24 55 KL 43 BT 45 5, Brusaferri
AN, Sk ON £ MS & AE ) R IRYT AR,
REAEHEL ) A 2 T BE AWK B Z R IRIT I B
FNE A KT BERRAR A & R Bds . Vedula 2512 45 1y &5
WA G BB SRS BRI T, B4 T0A TR T L
TIE S B T v i 1 AR A MR A I By s, B
AENs ol 25 LTl e K W BUS M % — A SR ITF %, B
ONTT 1132 H i & IA77 ON Jrif , b3 2 0 fe v MO8
AT R EY EBM IESE , K Z 8RB Ul LA ONTI #fF 5%
gERAEIRIT R . ONTT /N AYSEE . X T ON, AR
BTAEIRYT BRI, B UG LR 45 7 K5 &
FEWR T 1g/d K TE, 3d S5 o ORI JE ¥y 1mg/
(kg - d),HZ5 11d WL, B#mas, 7535 ER 2R
127 R R & U7 ik s 2 20mgx1d, 10mgx2d J5
1525 I AE AT LR ARIA YT AT 2a MS 1 & 2R i
H ON BRI Sk At B e H X ON () e &K 19 - 35 A 3
Bl I 45k B gl 11 il /N B E R YT ON, R AT fg
W 2a N & F, Trobe 255 ONTT /N I BF 58 4518
T —I ) B R A & BRI 5T X TR R Kk 2R B
AR RIS, JLF A B VR R/ 1 2 11 AR ik JEAN TR
J7 ON W7 i, A A 1R 2 = I & BE IE ) BE % ONTT 19 &5
W, RV KR T T LR e AN JE RE RS A AR A ON, HisE
BEE Hon] g E A0 b 22 T BB K & DL K HE 58 MS 1 &
CHAMPS }z CHAMPIONS B /N B AFF 5 285 SR 2L [R] 2 BH
Pk ON M5 i8I Wik MRT A A A k0, I 2% B LN T
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HTEE B-1a 30png/wk, AT FEAL MS 9 & 4R, fEFKH ,
Bz L KBRS R (H A 24
BB ZE R B, TER IR YT BB G B I 53R T 1 S Ak
LB R AR AR A IR, dnrh 25 kT 3%
16 2R R S B IR R AR S SR,
AT RS ON YRR . v 24 i 500 i 1 I BL I 32 2 2
PIMAE | A0 % Bt 3 AR 1 RS 2H 2 40 B ) B AR AR
VAR ON AL fh 22401005 B s M Eh g s 210, IRk, i 24461
FIZEFR E A ON IBIF R Tz,
2 JEEL A ON R R
2.1 GREFME  SHLAD ON I RFRAE N [H] , JE LAY ON LA
VIR B 0 A JE V8 W TR 22 L, A SR R s A B ), i XL
AR [) Bsf AR 4 0, K IR AR >50 % <12 %7 Im IR
JFEE AL RIR 3 ~ Swk JE AT TR B B AT
TR P ZRE S A m 09 5 IR VARG A R L R R A A K
i H I A0 0 K ik B DR AR R R AE SN
W™ E A F RS . KB MS B XU 3 L 78 ON 1K, i
IR Ia s 2 Ak, WiE #8025 , BB TG ON ¢ MS
96 S H WIS B AT B 2 25 4
2.2 yEiLW 5  AFHLAI ON FRAF 2. (1) 5 MS G
Koy (2) T BFREL G E TN ) SRR R . AE ON P
AR RN B, AT LRI (1) M A BE R
FHEME ON(NMO-ON) 5 (2) JBRYPEBR HHOCHE: ON; (3) A
IR GEMEBIRAY ON; (4) HA IS B 92414 ON,

4R ON — EL#f12, & A8 2, b R R 4% ONTT
TS /NG 7 v BEIR YT, R 132 KRR i bk H 30k e
P e AT 3d 5 AN SR T 52 Pk 4, AT sk 4k SR A ] 3 ~
5d, H H ARG vt B 218, B B ik = £ %k #08 ON
E— A AT RE S TR A & G — iR T e, R A
B ABITH A, (1) NMO-ON, 2 ibrifi. HA W)
P2 R T A A (I R 322U ol B A A A8 MRT A
AT 3 ANHEIR T B, Sk it MRI A4 MS BY2 Wibn 4
B SEAEBUIAR NMO-TgG ( Bl AQP—4 ) IfiL 37 = A& I BH 4>
FIHILE AR AR, UG 22 ,62% HE 5% Sa )5
BRI REME SR I | H 509% Hag w] BoiE e, i R 5 w2 R
HRARYY, S &Rt BN EZ 597 NMO-ON (1%
U TR b 2 IR B AR S G N AR I PR Ay
fiE, Z B ESME 56 NMO J397 I AU SR B 2 [ NMO 2
ST AE G , SRV I 1 3 e kR T P LR A AR B 1/ dx
3d 5, SO I RIE AL 1me/ (kg » ), I8 Wi &, 4E 4%
AR DT 4 ~6mo, I FEM FE M H A I AQP-4 BHE
WE KRG W TEE TR 19/d,3 ~5d, AR 1 AR Uk
R HAAFE 2 ~3d B<120mg, 2R O IRIK B
Img/ (kg « d) ,JFZHEE, SIFE=6 ~ 12mo™ . 7k
PSR 25 5 1L TR) Bt in e 2 10+ 390 A sk IEE A (Tl
25mg/ UK ,2 WK/ d ; AT T 3% B W i 2 50me/ Ik ,2 /d) |
&2 WG A X TR R G B 390 s 25 1) BB 3 T AT
BRI, B % Y K B B R T 40mL/ kg, 2 ~
4wk GER T ~2wk? ) i B NMO &2 % LA
P50 R 3 o8 P G 3 00 ) 590 0ok R w7 e ) 7 R L I A
o WEFSIERA B e IS R 22 8 st IR E [ &%
P B K ,0.2 ~0.4g/ (kg + d) , ] 3 ~5d] M5
L) A2 REE > NMO 14 LA w61 L ERRIN, B
AT A Z B FAHT (rituximab ) 2697 NMO I —£25%), Hix
TS R, T 4% anti—-CD20 P F1 20 F 51 R RMA & A
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KIRIT NMO WA Rk, Fealdg s, EAANTILE B
(INF-B) /& MS Fiia i E L 259, (A X NMO 1B HH F
Jots o IR LiFZ NMO BB TE &0 R BHR 12 A MS,
it INF-B J5 R BURTE IE . Bt E# 2 B NMO 1R 5
BB (2) YRS A O ON s D B & s HL A I
R B R SRR I R BRI, TG 22 3 80k, 245U
FUG RS, R B (AR 2 8 R R 2 3L Sk
R)H AR A, WA 5 B E BRI IR & IS ON
AIPRAE , (R EE R AT B R G Mk ON | g 737 B i A& e P ON
Ko TR SRS F R T T T, A R IR TT B v ™ A
Digetiit . A F ORI SR T e ke e, ok D 2
& BT e T BB G PE  1Y & R SO, B IR
TERUR AT R4 ) 4 TR 50 B B A AT 2 A B IR
HR AR B2 Ui 6T T AL B B 5 A 1 ON H 5 A US| Il IR
AR R RN, 5 FER 2RISRk AL
g bty sg UG 0 & R T =, EA T S 20 ON
FIRPLEIRfEER R, NG IREMR, (3)BIFRGEHELHR
Y ON i R B & ALl an B3k, 28 Fm 3 22 iR)T
BT BRI ON i AR, o N -5 KR e 35 ) B i 2
F¥EYT RN, SLE &% ON H A GBS E /b nT L%
B G 0 A A0 A 205 AR FI ON & % 95 IRV 25T S 4 4] A
PEW BF SR 7 R 1 — A8 B0 B T TR S e B
TP /NRREETRYT , W AR P, I SLE JBE R
T2 M AE U FH 38 2% i AR L iR ARt R S
R, 0T E0m R g & AL RS AN IR ZE b e R
15% ~50% A HRFRIT K0 o 7Y 3R B0 4 2 1 MR BIE 4% A
PpR gl AR WL 0055 . a7 b, BN IGR B R ohid
A e 0 ), AN ARG e, 250 R —Fh 2 R R
W, 25% ~10% M EFEATED M E RGN E . iz
%KL 57 noncaseating R ZFJFh LR 289 A8 3% B R FE A 3
P AL A K, S A R 2 25 4 AT R Rl OOUHR
SR R R i iRYT , ISR AT B 18
W R AR K, TR LA ZIUAE RS FEK AR
JEMMHIFRNIAYTY . PR TS — BRI %, BT E W
B BRI R IAYT , 22 508 B X I IR T BB A RO
W2int 58 Kk, BN F&RRGEEERIE L ON IR
JEFs D AN 9T R S B K R 2 A TR R
JPBR T o LRG58, 18 7 S BU™ & R&IVEH , 605 i S
FER (R N U N ) 2R 1 B 3P 7 7 S S
A B RIVEF S Z2 25 B 1003 H R & 9 IR YT BT, X
TR AR S G I I SO PRI 1 2 4F
PR iR P B VR, R A S ) H 245 © e 2
HAN M HAYERIVERE D, Cfi2 REMER S I
ON [ B ANKEZ W, (H X 1 PR 2 SRR B RS H 1315 22 19
ON, N H FAT g Ak 2, HEBR LS . (4) HiAh Te ik
IHZE1%) ON; &9 R A, 181 2 & 1 4 0 PR A0 280 A
(CRION) , il St IR PR S T bl 2 AR, 38 0 3%
BN R MRMINE SR R TR BT I 2 K
IR ARG K, T B K P A5 5 (I R B
I AEFRATY . X T ARE Z R RIVE I, vl 3%
St 52 FLIP 02 4 i B e 2R B ARy 2 L i oy 2
PRIRTT ) B Ko LR YR 174 B[] B39 1 19 TC g 18, W AR B IR
PRELIAS Dl re |, nx f5 IR} B A= i — 25 WE 98 91 45 T2 W7 S
RIT R AR E 7 3, R R M R 1 L I B R (idiopathic
recurrent neuroretinitis, IRN) f& —F 8 AEE ON, R I K &



Int Eye Sci, Vol.16, No.6, Jun. 2016 http . //ies. ijo. cn
Tel :029-82245172 82210956 Email . 1JO. 2000 @163. com

PR T3tk ALK BB RSB R R AL
AL B R PEB IR, 20 10d J5 % BUAE P38 i, 51
B RIMNEL B, 2P R BE I BRB T, REZE
BHETUS RAF, /] AT, R AR, T8 B R
(83% ) o ST T35 30 AR B Tl 3R, T D2 A 2 e
i Bl (BRI gt 2 TR R H R | A e R
YRR AT BLIE AR R R R
3N

ON J2 5 DLA A 2 IR B | 7 F W 7 1L 4 AR 1Y
MR, ST EHETEBR [ ON 2 XifyT o8 BUR
A ARZ A 5t — D WSS . 158, ON BRI A7
PRI Z2 A, 40 . Al R ON 5 #L80 ON 7 38 % 1l i 45
fiE Fp2E R 7R TS A AR, AR 2SR dL R ON
Z A SOZ AT A AR YT s BAE PG R R R MS
2 NMO By RUR: , anfig A~ AL AT BB P36 Y7 . FE ON
8 L PR R MR AE B P ON (IDON) L {HIEI A ON f
s RAFAE 5 74 5 16 RAFAE — 5 19 25 57, A ] T2 iy
MS-ON, 7£ Il R R B - B 45 0 T 0 20 B 2 22 K P
P (OSMS ) BAL M 285 B 58, FLIER L PR 5 o AH S ON 7
AP E R 2 W, FE R ON I RAFIE B 42238 TF
SR ON, BT LIIRYT 7 A 7T R [ A 2518, 4 & 3
SEBRAE AL, TF R KA AR Z2 vt % BRI R g0, SRR A
FE ON BYURATHE = g IR = R AL ) K3 T O 1 2 T H
BT SRR | i A5 5 3 ) B B 1 e ik 3R 97 8
HATCIT R e 2 A 1 BB FH AR 5 5 R 8L 5 8
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