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Abstract

e Retinal ischemia - reperfusion injury is a common eye
disease, as manifested in apoptosis of retinal ganglion
cell, which results in serious diseases such as the optic
nerve damage and produces disastrous influence on
vision and life of the patient. Cell apoptosis is the self-
dying process, which is controlled by a variety of gene.
This article assesses functions of different gene in
promoting ganglion cell apoptosis after retinal ischemia-
reperfusion injury.
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R e 6 5 U AR LR T A TR R OO T, 10 1) 5 2 21
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WD $E78 WT p53 193 3215 7T B8 530 T M2 41 g &
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AT R FE v, S A S R S Al i R T AN
c—jun MFRIEIE L 1A A0 N — 2L B U B I 2
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Yz F R AR, (145 NF-«B i 90 RS B 0
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SR FA B ST, 35 B TR RIR 45 405 b 4 22745 240 i
A T T A YE VR . AR 2T S a4 o R T
3B JHEAF G R PR 23k, SR B PR o 20 A ML A PR i 0
8RE

RIR 5 {5 Hh e OCHE A2 A 22T Al L i il T2, 6T
M T A BILAR A R O BIFE, TR X A0 11 200 6 ) 48
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