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Abstract

Retinal vein occlusion (RVO) is a common retinal vascular disease. Macular edema (ME) is one of
the severest complication and the main reason for decreased visual acuity. With the development
of the society, the prevalence of ME secondary to RVO is constantly increasing. Plenty of scientists
are interested in the metabolism and treatment of ME secondary to RVO. The review discusses the
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complicated pathogenesis of ME with RVO.
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1. 5|15

AL 194 i 5% ik BHL 2E (Retinal vein occlusion, RVO) 2 3 BE/K il B 35 40 70 S B LR IR, AR T4 JR 95
L IS A (1) 55— DR LR ) T 9 o RS P ZE BB AL IR AN [R], RVO AT J3 g A D B S e ik BHL 28
(Branch retinal vein occlusion, BRVO)FI#R M ik g &5 ik B %€ (Central retinal vein occlusion, CRVO), BRVO
R AAEZNFIKAS AL, T CRVO RAFEMAN A Gtk b, s2mg B, &H 0T 60 %5k 60
2 UL B 1] B 78 35 B 2008 454 Bk 1640 75 30 ¥ K LA L N RVO, H 1390 /5 N H BRVO,
250 5 N A CRVO [1] [2]. BEEE KA 1 DX IR I B A A DX JE R AR IR AR 3R, 2 EH 22 TR DX JE
FEH, IEEIRPLAIEER[3]. RVO 46k ME IRANHIR ZH . 2&F3EZSY, &30k RVO
4k K ME RIGHLEIZEAT£73

RVO 4k& ME I RmHLH

RVO 4k ME s H T RR I L fik 52 495 PH 26 5 SO0 I FEE sk T o S5, 32 SO ZEL ZRRN 4540 1R 402 3 5 | /S A4
MR LHZA N R I £

2. 4R FRE(Blood-Retina-Barrier, BRB)AJAEIF

R AR DX S 2H 2H0 N AR B FERE I R 48, KI5 SRS TR 2%, JHFERLRIACIE R 1) 20%, AL
WX HEE Y #E 8% [4]. BRB B0 P 5 R AT MR, P e Rt o 252 ph 408 19 J8 6 40 L A PN 2 200 R R 248 o ) 1) 55 % 0
BN R, 2 BT R T A I R R . A0 B p A P 0 2 R A R L S R R,
LT ik % IS T P RHAL DX 2 [R) FRTIZ 3T . RVO 3 ME 1 A 2 FR T A0 DX I I 7 4 AR BEL 2, (S 75 RRL I
A ZAGR . BRER, SRR X S A I R A X R 2R b S AN S A AN D RE AR, 5l T AN i A I
B FKE. HAFKIE HL0SFEEM MK IEEE P A, 5 B0 PR P A8 AR AR 2R,
W5 ME [5] [6]-

2.1 MR RAAERYEE

NI 2 A R PR I B b TS I G A, DRSS I AR, X BRI B e AN A it RO I
I, AT A 20 98 SR V7 (1) B EE R 1 R [ 716 A0 DX B0 S Mk L 5 e 0 R PR B A %) /D ol 4t P 5 |
RNAE SN, BETT 51 A PR AR s, R i A o s e B 452477, 36 i 2 A X R PRI AN T aE 45 9 . Joél J 55
I EEE PLX5622 (— Fifrizs 436 1 s el W Vi A ) 77 4 FH - 8 1m) SR V& I8 1~ 1 3244 (Colony Stimulating
Factor 1 Receptor, CSF1R))¥A77 7 R EA RVO BI/NRAITCIETT /7R RVO /NA #6177 CSFLR 141
i, FER N BTN AL AR, AT DA S A 1 S 4R R A 2 T 4l . Christophe R S88fF 7036
I PR 20 MR R P I 57 ) ] e 4 G T 77 LR o I e Jk BEL 2 v oA B2 A 4K T2 [8] . Ottxoa-de-Amezaga A
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SR /N SRR SL R MR AR TP I, IR R S )N T T 0 e e e o, A4 5 2 2 ) L o PR 20
T J5 748 /0 2o 240 M ) 25 SR AR A o0 B 2R FA 8 IR AN R A5 AR R R AR AR SR AT 5% IR, /DN o 4 ) A Tk
IR Xt 7T o 1 m A 0 X I R 295 40 1) SR BB 2 9] -

2.2. Miiller HRaThEERERR

Miller S A2 R 10X R 220 Jo 200 M) — o, A A SR D) 586 200 100 A5 (1 2R S P 2 B2l o o /KT B
F1-4 (Aquaporin-4, AQP4) /2 I J& [l ¥ 28 f J [X. v o Bk A FP A M R G ilie . TEARI R rp, P22
H@ﬁéﬂiﬂ@%ﬂéﬁi}ﬁéﬁﬂﬂ@%ﬂ Muller 41125 AR WL 5 (BRB), IXPIFI4IA #5715 AQPA(11). 1) Nicchia

T I /)N BB R A T AQPA S 2 XoT Ji ot 4H L %) 52 i, A5 B Mller ZH bR ic 40 4 S B 1% & 1 (Glutamine
Synthetase, GS)F1E IR T i bric ¥ (Glial Fibrillary Acid Protein, GFAP)X} Muiller 4 g A& 72 i i 4 At
HEAT S92 5 6 A western blot 2347, AQP4 3 [l ikt 4 (knockout, KO) AR W JIE b B2 72 Jie i 4t B3, DA KA KA
JE PR R ERR EX(TNF-a, 1L-6, IL-15 Al ICAM-1)tH5_Eif, W] AQP4 Sk 5N RAA 5. FIFIX
Sest FLRH, AQP4 K E 1 S5 BRB THREREAT A/ BRAW P A o 40 AR A AR, AN R 42 o A4 ol
ERIERTANMAT Maller A1 S RI[10]. 2) EALM B 2GR ML BREAI S50 R, IL-18 E2Eid p38
MAPK/NF-KB J& B 35 1L-6 )i 2 T 15 1, AT 75 5 Muller 40 A= 1L-6, 3 1M 384 0B 40 i & & 1 [11] .

3. “HRREFHRH
3.1. VEGF

RVO [ WL RRE /& S B AR MU AR B, 37 AR IV () I S S P 3 I 380 ME. S 2B g 4R
B A I N Bz A2 KRl T+ (Vascular Endothelial Growth Factor, VEGF) (i & 742 5158, #hifl. $EIF S
VEGF %k B, SEONZ4IMIRE s 8B VA i 28 s hn . VEG 38t 45 5 1 i1 T it vy o
YA, BEIRIRA N R AR TR IR, %Eb‘%ﬁiﬂl"é?\]&éﬁﬂ@, TRPE ML N A 2250 ¢, BT A
7 S I T I A AR AR R VEGF BIE S HBUE AL SCAE AR & A R L, W
I J55 P o e 45 g 52 i J3 2 D) e[ 1.2]

3.2. 1L-6

IL-6 2 FHVEAGIY T 4 O B R e S S e R 4 i 45 7= A, il S A0 | IL-6 524k 25 &5k Z
5 R A2 TR 5 K B ES R A 1IL-6 7K T 5 RVO 46k ME RiAHIC, RIEAEA 1 B
YA %%(mterleukme IL-6) LA ZFiThie, BIEmmIshE LB, X0 CATEAN A2 8= Ak A B 2 B
B0 pe R A B @ PE[12]. Noma H 280 5T R BIGR I CRVO B3 BB AR IL-6 ZKF 1 . i T o sk
Mm% CRVO &, H. IL-6 /K5 B BE/K ML FE i 25 AH G [13]. Mesquida M &5 FH KR I JE ¢ 35 | iz 4 i
(Human retinal pigment epithelial cell, ARPE-19)F1 AR M B4 M4 P4 B2 4 fid(human retinal microvascular
endothelial cell, HRMEC) . JZ 14, BRB Ml fif, 154 IL-6 nl it il bk ARPE-19 20 i i) ¢ B 1,
{HAS M HRMECs (4518, IERH IL-6 il id o2 RPE Hili%E 4 S8 ME [14].

3.3. TNF-a
Jif 98 PR FE K 7 (tumour necrosis factor alpha, TNF-a) 3= B2t A0 ) S g s E VR P A, S 4T
2 FIEAE N RPE i MUller 2 ik £ B 16 P B2 40 1) — Fh 40 B R -7 [15] - Weil F 4582537 — > TNF-a

AL FE N & K Y R 40 i R A JORERR Y, 75 HY TNF-a 2 i8 3T RhoA/ROCK2 (The Rho-associated, coiled-coil
containing protein kinase 1)i&4% 38 i i & 18 iEPE[16]. Chen J %5 A\ &I RhoA/ROCK i&42iE it )Nt VE-£5
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B 1 (RS AR (0 4 ORGP 201 385 0 I /7 @ 3 1, B3R BRB [17]. Wang H 28 N /N R0 % Tk
28 JET A= 1fL % (Choroidal Neovascularization, CNV)5 t TNF-a 78 €43 b Rz 240 i bl i i RS ) p-ie
WEOBEEE LA VEGF Rik: VEG iRy PR F T U8 A R 40, 5 A P B A e T )3 42,
e FLIE I N R A0 A, (R b A P R 4 22 90 34 B AT N E g 5 S0 3E 3 1 1 R 2 10 A AR R
[18].

3.4. IL-18

IL-18 s — P ERE R AT 1, AT S A0 X B i PR 53495 [19] . (The toll-like receptor, TLR4)
TR A X R 28 R 43 (Central Nervous System, CNS)451457 175 5 1 P 5 M B AR5 A, 78 PN YR 14 G i I
B H R FEOCBEAE I [20] . TLR4 30 °T LA 3E 4% Rl (nuclear factor-kappa B, NF-KB), I [R5 54
T A P e B A0 A 3 T O PR R A L A s 2 PR 28 2 7, I A A 2K (IL)-18+ IL-18. TNF-a
-6 [21]. ZBEIME 2 (N-acetylserotonin, NAS) & 4R K AT, HA BUEEAFPTa R TR % Liu
J SRR T I K SRS AR 5 e AE A X R T P EVEZH 2, NAS i TLRA/NF-KB/NLRP3 Jd@ i/l IL-18
FKiX[19].

3.5. IL-8

IL-8 s — i v PRI AN T 20 M i) s 80 db 71, 2 HH I N B 200 2 B T R SR A0 B A
Noma H 5 K BT IR % 5 1L-8 S5 40 0 P 1 R $ici 46 /KoK R B35 UG, (B VEGF GR35
A% o 7E BRI CRVO R BE/K i £ w0 10X I 10 378 338 5 15 9E TR AR AR 9% 1 7T g Lk VEGF 58 [22]
BHEFURY IL-8 /KVFtE, H5 ME M HE R AN RSk . 2 1EAHC[23] . Rezar-Dreindl S 55 % ¥ 1L-8
K5 ME 7™ 52 AR X R If 52 IEAH G, 7E CRVO JK“FiF BRVO [24].

4. BE

RVO 3k ME KIGHLHIE 24, A BRB B 20 s i 40 i (0 1 ) DA K 40 P LR TR s LA B 30 5%
(0 %A J7THA RVO Jf &K ME RS HLEI T 45k . b i 212 BRB MR, SEURE LR
V5 TE BURIR, A0 BRI A3 0, S50 AN B 2 R it 38, e i« R 420IRAS, 330 VEGF. TNF-a..
IL-6. 1L-8 SEAUA R 7 R0, Bos &M@k, S8 ME 19774, BmEEW 1. Bildt VEGF 245,
WO BTN L2508 EREIT F B, AAAAE— € BRI . B SE AR AmpLa], 50 5 2 4 )
iy, ATEmIEIZ .
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