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Abstract

e The essence of diabetic retinopathy is progressive
microangiopathy whose characteristic pathological change
is neovascularization. In high glucose and hypoxic
conditions, hypoxia-inducible factor-1a ( HIF-1x) plays an
important role in angiogenesis and damage of the optic
nerve fibers. Through the induction of VEGF and p53 up-
regulation, it can promote intraocular neovessels occurrence
and development, which causes retinal ganglion cell
inhibition and apoptosis. Therefore, the progression of
HIF-lx in diabetic retinopathy disease were reviewed in
this article.
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4-FALHE (PHD ) F0 KA B i F2 10 B (FTH) 875, BT DL
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Bm, BmEKaEhE; ) RUEHEBAELFE-1 .4
FIBERR S -3 FIMEREREBS (BE4ATE A AT C R BEILIE-1.
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YAMVRT NIP3 NIX, p21 ,p53, H E Bt M 2; (11)
P AN AE K RIS AR TR R 3 B ER TS 9, DECL |
AN RR L N A K AT ETSL RS EEAERKET 2,
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B HIF-1 540 e s e s e, B,
BRI RGN SR T SR R A R R B e A
B ARBHE R SR A S TS 4 A F R Y 8
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5B A E A R, & L BRB B, 510
P BT A 1 o il L2 4, 58 5 1 48 4E A ( Angiogenin ) A=
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BE4R 5 pS3 MIFAE B ST T B I pS3
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