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Abstract

e Retinal vein occlusion ( RVO) is a common retinal
vascular disease. Macular edema (ME) secondary to RVO
is the main cause of visual impairment in patients. The
mechanisms of ME secondary to RVO are intricate and
have not yet been fully elucidated. Many cells and
cytokines are involved in it, which disrupt the balance
between fluid entry and exit in the retina. This review
discusses the complex pathogenesis of ME associated
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with RVO and the mechanisms by which ME affects visual
function.
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A8 X I ik BEL ZE ( retinal vein occlusion, RVO) f& 1Y K
TR PR P AR O R 2 ( DR) 5 B0 ) 2 2% 35 R R UL
(40 PO LA 0 , SR RO 29 0.52% . RVO 2 BH
FE KA B R T 43 AL ) i ke i ik BHL 2 ( central retinal
vein occlusion, CRVO) 2 kA i fiik FH 2 ( hemi —retinal
vein occlusion, HRVO ) F1 A1 ¥ A 43 37 ¥ bk FH 2& ( branch
retinal vein occlusion, BRVO) , ¥ 7K i ( macular edema,
ME) & F 2 RVO BE M2 M s N, KR
ME 7] 535000 0 BB 45 1) i P 4 49, 38 1l mh O AR T AN
Wi TR, B2 BRI, (U RVO 48% ME (¥ & 5 L
il HATAT) oA 7843 B Y, 30 4 Of | Bl 4 Al B2 2 10 O e, %k
RVO 4k% ME i Ll A T 8 #E— 22 iR, A Sl
RVO 4k & ME ) & HLiI LA K ME 5 0 9 2 fig 1) AL il
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1 RVO #% % ME & fRHLHl

ME e BE X AR FR 0 s 3 n . 7EAE AR T
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retina barrier, BRB) 445 PN 7% [& ( inner blood -retina barrier,
iBRB) Fl14h 5 & ( outer blood—retina barrier, o0BRB) , £ 34 il
WA 5310 AL IS A 45 40 DO 52 PR PR B B 0y T Ak
e EEAMER" . iBRB 322 iy 009 155 6 40 14 P B 4
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AL B 68 2% 1 B2 41 i (retina pigment epithelium , RPE) &
S 240 [ 114 52 92 325 42 40 1L, R0 1 400 ) Rt 22 S 2 R ik 4%
IS 240 1 A5 I 22 ) 3 SR ) o R B - i B i T R i A
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13 52 BHL, 10487 PN He 7 v, # k 52 BELASE =6 448 1 48 DI 8
FLH BB | R4, B — L 4 i PR Rk, 3 S 4 i PN+~
25 ME B, RVO 4k% ME BH B Py K
) VEGF ¥ BERZ IE % A, H VEGF B #IE 5L 5 RVO 4
K ME WRE RBERHEVILR" . VEGF 25 RVO 4k
& ME JE S HLE] = 2 A5G LU JLAS 51 (1) T
PR N O I B A TR R AT, PT  d is  — 1
(hypoxia—inducible factor—1, HIF-1) , 5 VEGF fid &
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BrAE M BB B, A S AL iBRB @R, i EL A M4 A
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RPE 4fi i K #8243 W VEGF, VEGF 38 33 38 /> occludin % %5
R R Rk, NI 15 B0 T oBRB M B 3K, (4)
VEGF & 7] DL G — R 90 S 0E K 1R 3k, X AT g — 2
H RVO-ME & A E BV, 10048 938 T 3 i = . 1fn
BRI AR K TR F- ( platelet derived growth factor, PDGF) f2&
AT/ o JURE Hh A% — Fomdi M 2 1 5T, 224 I Y A
Pk Y A S P 0/ N ORS00, I ELAZ 458 19 P9 B 4
WAl PDGF, & REAR #E 58 A4F 48 19 B B, A 6158 % 30
RVO 3% b K H B PDGF - AA 7K SF- &5 T X B 41, I H.
CRVO 3 B3k PDGF-AA 7K-F- 5 238 /i, tA PDGF -
AA K5 RVO S ALt i 0 ME 0™ R 3 2

FHSCI S Bk 1k i 2T 4 40 i A K P 7 (basic fibroblast
growth factor,b—FGF) &84 JJ AL M4 L850, bk 725
B A LAS (0 A JSUA A AE 5 e BB S A L S AR 1Y T A
A, AT RGN AE SR 7E RVO 4k & ME f835 1 57K
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(transforming growth factor, TGF—-B) £ 58 A M4 T L,
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PN B B ) 5 3 4 3% MCP— 1 B 3R1T e iy dle S8 453405 P
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4 ME™
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M T 40 i B P A9 7K G B 2R 1 (aquaporins, AQPs ) | 7E
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Z S50 im W UIAR DG , A0 A I 3R 38 22 Fh B 5 138 1
A, Ho 5K 2 Gy 322 B I8 Y Kir2.1 Al
Kird 17 FEIEH A0F T LN R 245 1) S R0 1) 58 21 21 1]
FRR WA =238 5 Maller 41 L2235 1) AQP4 F1 RPE 4
MIZRIEH AQP1 LRI HEAT %42 | 7K 1 A (% 7K 1) 55
iz 5 A0 B 7E Miiller 415, Kird. 1 #1i8IE 5 AQP4
BN, P TT AT R R A A R K RN B R R A
LA PR, PR A BB & R & BB E R T
Kird. 1 3 T8 R 15 T80 3 38 400 I I =6 40 . 76 R 8 g 4
JF Hig it AQP4 [a] B K i iz 28 10 D) JE B 40 1ML 45, AR E
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SEN o R R NS A E D A e B O s
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5 R AL P 65 £ 28 (i) R A0 T ST 90 1) R R 3 R MIE
TR,
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SR IO ST, 5 | 7 8 Y 178 00 o) I 5, 3 B A/ A
(ELM) FGESZ 25 AT BERG 340, I s e g Sy 1+
P T IR 4 s 4 A r 1l 20 R A A T R SR A
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T G SZ A R RO B A R T, S O R AT
BRI s DG AT W2 F4 (0CT) & B RVO 4k
& ME [ 835 w8 B DL s sz 2 B A & A8 T g,
FEFRIMNHMEZE (ONL) ELM W6 RAA (EZ) 4 A1k
W (12) E5 A e 3 MR, S ME 5B J5 9L 19 7l 5 2%
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1 ELM (EZ )58 4 P& 52 0 105 A0 0 0 A R 28 Jig i
P 32 30 B TR 5 R a2 A i IR A 7 EE AR R AR DG Y, )
R s DRI AZ 38 I R, BT VEGE 597 5, T
JE TN T OCT EME H ELM 8% EZ %) 58 B e e
TEBE L MR AE 1 6 B 3Z 25 J2 T AT S5 28 1 S AR
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22 5SEERR

221 MEERNEHETHRG WK ZE ML onH
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T P 0L A B B i, T i S A 22 A [ R P 45 4 R
IRt BR T il 5 E 00 B oy J2 0 2 on i i 4, K
WAFAE AT ME o v] 5 20 I P 2 i 22 o AN m] 38 6145, B
fifife ME 3B J5 588 f2 48 % K™ B A ME 1] 3 A%
BB X AL LUK B i B4R, I BB PR 2 R PR OB L, 51k
Miiller £ L f8 7K I SR AE | 1T Miiller 20 L el 0 190 g 2 Sz 435 0
B IRAE T, A543 168 JHL T P11 ol 2279 400 L U, 240 i A Ak
2 B IR AZ A A AR 37 B rp s 19T DX 3 ) Y RS 2 4l
JOAE PR O BE R ME ] 5] A0 5 e 28 0 41 i A1 BR
e A, i1 2 A0 I 5 % Gk 28 0T 1 il 28R EL A i
W | R I 32 460 0 40 M A I8 7T RE 25 50 38 o Y IR A2 7 AR RN,
S0 1) JC R T 5 TP bl 2 e R AT BB 1 AR AR B T
a3FaE

222 ME A5 S ESHESER ME /I ELL
SSIE AL SRR AR, F S ME 5 E 90 R 5 ik, 7] S 3
A U R i JEL )22 ( central retinal thickness, CRT) B8, A\
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