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Relationship of hypoxia-inducible factor-1 and ischemic retinopathy
Han Mei, Chen Song. Clinical College of Ophthalmology, Tianjin Medical University, Tianjin Eye Hospital,

Tianjin 300020, China

Abstract Hypoxia-inducible factor-1 (HIF-1) is a transcription activating factor that acts as a master regulator of gene

expression induced by low oxygen conditions ( hypoxia). Genes regulated by HIF-1 broadly include those in oxygen homeostasis

and glucose-energy metabolism. Under the mild oxygen deficiency condition,composition of HIF-1 stabilize and bring about gene

expression of vascular endothelial growth factor( VEGF ), insulin-like growth factor-1 (IGF-1) and erythropoietin { EPO) etc, so

that ensure cell survival. But persistent and severe oxygen deficiency can increase P53 level within cell and induce cellular

apoptosis. The further research on HIF-1 will provide a new and effect treating approach to ischemic retinopathy.
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