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Abstract

e Retinal vein occlusion (RVO) is caused by the combined
action of a series of multi-reasons and factors involved,
and its pathogenic mechanisms are not yet clearly
understood. We the
pathogenesis of RVO home and abroad in recent years as
below.

« KEYWORDS ; retinal vein occlusion; pathogenesis

summarized research on

Duan YQ, Zhu XH, Wang QC. Basic analysis of the pathogenesis of
retinal vein occlusion. Gugi Yanke Zazhi( Int J Ophthalmol) 2011 ;
11(8) :1382-1384

HE

A0 X I Jk BEL ZE ( retinal vein ocelusion, RVO) 2R 52 il —
FIZ R Z R R ILREE S5 09, BT Bom LA
RIYT FATTREE AE R [ N AR X RVO o ML 4 wF 52 3
BESO

SERER) - MR I R K BELZE 5 B AL

DOI;10.3969/j. issn. 1672-5123.2011.08. 022

B35 /IME, S A P05 BH S0 L T B
BH 2011;11(8) :1382-1384

03l
A0 X R Jik H ZE ( retinal vein occlusion, RVO) J&—#H
I DRI A2 2% I PR 22 300 22 A5 198 400 TR0 B 1 7579, 2 A PR i 1R
P 575 4% ( diabetic retinophy, DR) 2ZJ5 51 1 3% T F%
FAYEF A I B I A 9 A8 . RVO I R B 2 Bl e
Il A |- — R B Hayreh ™ $2 1 #9502 07 506 RVO 430 =
K B I B e fk BEL 2 R IO S A0 e ik BEL 2 400 1)

1382

317 4 {5 77 | K T | 7 1| K o Ay NG 3 TN
N,

1 25 HEREVH

1.1 REHEBRR & IR R R RVO & B fa ke
Wl L) g R DAL v I A O 5 2 R 5 AR
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