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Abstract

¢ Optic neuritis (ON), which is the blinding optic nerve
diseases that the young and middle-aged population are
most susceptible to, is an optic neuropathy caused by

various factors. Idiopathic optic neuritis (ION) occurs
most frequently asmultiple sclerosis related optic neuritis
(MS-0ON) and neuromyelitis optica related optic neuritis
(NMO-0ON). ION has the characteristics of acute onset,
easy recurrence, and serious dysfunction. Inflammation is
an important By mediating
inflammatory responses and participating in immune
responses, proinflammatory cytokines, as one of
cytokines which is a general term for a class of small
molecule soluble peptides that regulate the immune
system, have caused widespread concern in the
pathogenesis of ION. This article reviews and discusses

mechanism of [ON.

researches on the pathogenesis of proinflammatory
cytokines-mediated ION at home and abroad in an effort
to promote an in - depth study of the pathogenesis,
diagnosis and treatment of ION.
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A2 92 (optic neuritis, ON) J&48 B K LA 4 ) 45 Fh
SANEIRER BT , 2T AR AR IR WA s L
2oyt A E R b LA PSR A 3 1 R 43 A A o
HRAGFEE 2014 4F ON 2B NG YT L IR, ON AL HF &
Pt ON (idiopathic optic neuritis, ION) /& 4L P F1 /R gL AH 56
P ON | I B G M 00 o 2 LA T 9 2K 9 ONY L 3
TP A A 45 R RT ON AR R %0 0.56/10 J7 ~
5.15/10 J3, 10N SRR 28 i e S M 5 M S 10 s ,
I 55 AR 2R R GT B B UIAH G, el = AU I, 23 ) R
SR W86 S PE LM 2 R (idiopathic demyelinating optic
neuritis, IDON ) B 28 M 22 & 1 45 1k A0 OC P A0 #fF 28 R
(multiple sclerosis related optic neuritis, MS—ON) il ffl
B A AH O LA 28 R (neuromyelitis optica related optic
neuritis, NMO—ON ) FHAth Hx fih £ 22 255 JI5 5 45 2 9 AH G
P ON' TON J2 ft 2 IR o 65l 14y S w2 s , LA 4R )
R T o MR 25 R L R LI A 2%, A B s
FIJRAE SN2 5 10N B9 4E7 . AT (eytokine ) /2
SN 0%A WU SREER SIE A/ 6o 2§ A N e - S L
HAEIGHR, 2 & 40l A F ( proinflammatory cytokines ) J2& 8
5 R VRN 20 i 458 005 1717 3 3502 1 IR A A LA R
(interleukin, IL) . I 983 $R 3E [H F ( tumor necrosis factor,
TNF) , T4 & (interferon ) %5, 7E 4 %iE [z i o2 ¢ H#E 1
FH AR S5 g 1) P A0 SRR I R A i I F- 7 TON
AR BT BRI A T 4504
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1 ION % = #l I

TON J2& HH A3 | RAE S5 T 10— FR 91 52 4% 1) 9 B A 2
ead R AR R X TON & 9 ML 1) AF 5 TR A 21) 20 I i 4y
TR AR AR R —Fh R R T R R
GaPE  RAE B A5 I 7= A ) —Fl N AR R PE R
JB , 308 3k A [R) P 15 5 308 B V4T 4 i R G iE R I A B A
R BURST i VAL T s g N AR v A - N
RAK G s R A, 5 3h PI-3 SR A A2 MAP 8%
& STAT i#2 ST 15 7 i R R FE AR G5 7 S &
7ESFMMEE NG S kN SRR T4 A,
PRI S R G S5, B A L 8 SO -, 5e 25 | RS 40 i 1 2
PRSI 2 A A A > — BB  IR Fn TL-1
IL-2 IL-5 IL-6 IL-8 IL-12 IL-18 ki 40 ifi— = W5 40 Jit
LEVEHNE I T (GM-CSF) 55, EZH RAE AN T B itk 2
i fif = A (RIS TT AR S 98 90 40 6 % 344 FH , 350 26 40 ifd 1A
- RIE 5 4 M R 5, o R Ry i A% M 40 L ERT -, AT B0 3
PEGPE RN, 1 CZH SR AN 2 40, & BB B g g
TR CEEER T L T AN i BCR MR S B M T
ZH 1 (helper T cell 1,Thl) 434k, Thl F1 Th2 4 i V-1 2K
RIEST 50 58 M A L DR A Ak 27 R A R, TON &L
il v A 57 4 B, H v A2 5% 40 it TR 5 e AR TR A B
CD4"T 4Hfif Th1 F1 Th2 728 534 P 7 1) 1 i 2% I8 2 — A~
R R HLE . Thl 40 M 35 2240 Wh IFN 1L -2,
IL-12F1 TNF 240l X, = 5 40 i 5 2, A 5 5 40 i 53
AR S RSN A G Y W 25 5 Th2 4 3222 53 W 1L-4 |
IL-5 . IL—6 FI 1L—10 %54 i 5, 4 Bl A4 S 28 10 225, o
B 20 B BE T AR L G s 20 BRI G R Ay TR L S
FEVE T M4 JE LA SR F 5 5 TON M &m
2N E

H A& (interleukin, IL) iR AN K, & —2KE
WH AN N T R %, B R AL Gk 38 A, L A
BOOE SR s g AT T LB Ik T A S Ak 3 g
S0kt E AR IL-1 R W
SRIGHRIER 2 — , Hp IL-18 & IL-1 1Y FE4M e,
F B —E WA G S o, FE RE A B SR
PRIR I S N g e st R v R )12 W A 2R
AEFRSEAET IL-1B HEAR KIS BIEWR IS, RIEE
S A AETFAIR S B pro—-IL- 1B, H2E B & R KA &
TR T ( caspase—1) {EALET Y , 43 IL- 18 AN, 5 & R
PEGER R, TL- 18 Fak w3 . 1L-18 BEiA & M
B AR R F RO e aA 38 A M 20 B A TS 1 L 4R
A —E RN A APC BB S RE T, I T . B ik
EL 20 B X B DR 22 24 JEORIRE 4 S 0 e 3l R E S N 1) 2 2
BTG REA BB R AMAROR B A0 B R R, B IR
IfiL =% B % ( blood—brain barrier, BBB) , 5| #2808 #f & 65 1Y
e

1L-2 fefe i fo s 40 B 0% 2 1) o0 Ak, R R 8 15 1% T 48
fifi (regulatory T cell, Tregs) FIZL K P T 4l i ( effector T
cell, Teffs) Z [ RS, A e RE MM 32 , 7 A R WLAK o iz
S R S SR T Tregs JE AR SR & BLAY T 4i
R eIk CD4" CD25" LU KBk s T Foxp3, 2 5 ) f
PERFTS L BFSE R B IL-2 BRAEAE HE Teffs 193 5 A1 43
P B £ 2 3 5 T AR TG AL AN 1 Tregs 40, 4
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AN RS 7 T A SR AR T R TRk BE TL-2 5 34
20 R RIS ) B4 TL-2 SZ AR5 A, & 35 0 1) B 28 18 7 1
FHPY XA M AL HG TON 76 P I B S e v 91230 32
Ak B

IL-6 A {1 IL-1 ,TNF-o ZE40 08 R T S & %5

WL IL-6 T REIRAL PR B 400, fEE B 40 i 2 A4 R 434
B, 5 TL-2 R TIL-2 ZARR A, P A e BREE (A, [A] A
AR A YA A0 B A0 A T PR R 4 Y Ak S 20T
B AL R A R T, B E) TL -1 (2 1 T 40 i 184 5l AR 4%
B, Z5RIERIN ™ IL-6 FIHAZ R IE A IL-6/1L-6R/
ep130 Al i B5 (5 5 5 TR A G STAT3 e iF 2P
JIS2 I 240 AL 225, /I o 200 ) 88 1 3 T B LA 5 A
F L, IL-6 2 54 5 TON [0 4 g 2

IL-8 Jf& CXC 1k 505 v i L Rz 41 Jf B i —

I 240 B A5 7 A Y — ol B L ) R A I, 1 S 2 8 40 i )
FAE SR S N 3t AR T ke 25 F VR FH AT REAE R TON 27 1Y
—ANETE RV EIARICH ™ IL-8 IE R AR N &
R BRI AT IL-8 TEAS LI HRIRE N 3
FR) SR , 6 1L 65 300 3 P 498 0 , i PR 4 M 1T €D,/
CD  FHBE 3T 1 2 15, v o 40 it 7= A I W J %, BRI
A R 4L (1 P R , 706 S R I P PR T
3F#ME

T3 (interferon, IFN) & Th1 4 i 50 W6 1) — Fh 4
fEvEZ thfigfe R AN I8 77, % £ % ¥ 18 4L ( multiple

sclerosis, MS) 1 2l 4 A5 1Y 52 06 M 5 0 928 14 I 6 B 48
(experimental autoimmune encephalomyelitis, EAE ) b
FAERY , Evangelista 25 HE 7 EAE &9k #1301 B fiE
IR/ IFN -y, Bt 25 9500 ) 0 8 32 T 1K U | T 24 EAE 2% i
N2k R A 27 % & IFN f/K 5 EAE i 15 5 &
AR S BB EAE KU IFN—y 19 B PR 3k
HEEBME MR EHL, X —HE RS H T
IFN—yI46 AL AN, 15 PR AE APC B3k, £ fili 6 Bt
Y FAEMLAE N B A0 23k, CDATT 205 45 P e 40 i 4%
4 ,BBB # BIBEIR A & R 1 S H Al A 3 K7 5 | A o
ARG AER Y R IFN -y A8 5 e 5 41 i s
0 A T 20 INOS 155 MS 2 &% . 585411 BBB
RERHAS [ B SR PE T 20 i ik A ph 2 412U, & $5 40 R AR
FH . {HJE,IFN -y XF BBB 1% 8% P14 57 16 O & 56 & 1)
B2 BIFSE & B IEN—y B b 0 P Rz 40 A 5 o 5 2
EHEBUNEE I -1(Z20-1) M 8% [ (OCLN) , A
B H -5 (claudin-5) 7] F AR e 1 4047 , 2 9F ThO 2
] Thl 4RAE%EE AL, B4 58 Thl 2088 52 DhAE , #0H] Th2 41
ML s AL AT BE  IRN -y 19 FH i S A2 2F EAE 1) % 4 & e
AR IR Tz —

4 By IR IE E F
B PR BE I T (tumor necrosis factor, TNF) J&—Fh £

RIER A T, 2 5B N A 2, [ & e PEsw
HH AT AR DR 5 S | R DR 3R X s A B TR 2 25 T A
SN TNF — o 1943 3, 78 TON ) % 9 ALl b A &1 22 4%
AR, TNF-a LT-o LT-B FL[R A4 TNFs, LT 5 TNF -«
REAEH T R Ah 32 14, 3L D 2= Th RE D 1 H A A &1, (ER R
ANIE], LT 32 25 fy 9k 2 40 Jf 7= 2, TNF — o 32 2l 4%
(MC) /E 40 ( marophage, M) ;=4 | [E) B4R B Thi 2
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JOFN B 40AE =AY TNF-a 2155 BR S5 /Y B B, 38 i
AR A MR SRFE IR T 224K 1 (tumor necrosis factor
receptor 1, TNFR1) A EAE AW kA W T RE
TNF-cifl it 15 5 E LA LM A VDR Z G W KB R
(MHC-T 2§ Ag) (IR IA, fEdE IFN—y Xf MHC-T1 25 /415
T, 51 B A0 I G A, A A 2D 58 R S AN i 52 3
PREO, TNF-o BE ELEBEIRBE RS , 39 55 50 F 55 B 45 B 1)
FER FE BN BRI Tk G 4
FI/INEE T A L2 TNF - (1) 2RI 5 1% 8™ 51, TNF -
FEB L LT—a B TNF — o, 32 % Hy 9k 00 40 i 7 2
CD, " 241 B 11 /I g J5 4 Jf 32 2 7E oA M 28 R e vh R 4B AR
R LA LT=a™ ) LT—o X /)N 8 I 40 A 358 35 4 kT
TNF-o, LT-o 18 I AR 2250 2, 55 i 4 i 72
HRI) B0 T ST A A 3 A 0 I SR A A e 2

BER 1 R ( neuromyelitis optica spectrum disorders,

NMOSD) £ 1 % TNF -0 7K - 5 2 fif 101 R At e o iR
ZH, ON Fv 400 190 R 52 J5 248 JE J80000% 7 A6 A B B 3R, fi2 i#F TNF -
o 5 TNFR1 256, 5 Z00 I B8 it 25 15 40 Jfd ( retinal gaglion
cells, RGCs) AT, 51 M 229K 28, [Rl i TNF -« 5 5 H:
fh AR A= A, I E NMO 3 M 22 145 . TNF
15 A B e 5 0o vh B S e 9 5 AR, SR TNF 7K
T, A 35 5 PR BRI, i 2 B 928 SN 5 > 1 2 A
TNF "R, iT LIHEWT 2236 )7 75 22/ 18] NMOSD f835 JE Ak 1F
BBE PR S BFFTN TNF K (0 ] g 5 L
PRI Z2 A5 HAH G, B AT AT 368 532 e 240 L PR) 1 2 oK ke 5
W Rk SR A FEE T, A 2 R 2 240, 2 5
TON (4352,
5 NG

g5 bRk, H T E A AR 22 ST A 2 W4 2% 4 i
HF1E TON 19 4 ki /e (e R A 15
ION Z [ A7 E B AR C R, —SERB a5 7 1 J7 28 n] L
fOE VAR RAFRCR . H il T ION & —F &2 2% i) 5E
MEPE G e B | R A R AL AT oA 56 4 B Y, 4% ol fie
KA 5 A 5 A PR 5 2 8] B9 AH B G A Fr ik — 2D IR
ABFGE i — LA R A 2 A K 7 5 TON =2 [) =LA
B 5rFHLE, ATRESN TON B2 IR #2057 A8 5, S T e ™
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