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Regulation and Signaling Pathway of Hypoxia inducible Factor-1 Activation”
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& Peking Union Medical College, Beijing 100037, China)

Abstract HIF-1 ( hypoxia inducible factor-1), a transcription factor involved in homeostasis of oxygen
concentration, upregulates gene expression in processes of glycolysis, cell proliferation and apoptosis,
angiogenesis, and contributes to mammalian organism hypoxia adaptation, embryo development, various
ischemic diseases and tumors. The regulation of HIF-1 activity is the focus of hypoxia responsive genes
expression. The regulation occurs dominantly at the two divergent signaling pathways rooting from Ras,
transactivation mediated by Ras/ Raf/ MEK pathway and PI(3) K/ Akt dependent stabilization of HIF-lalpha

protein. cooperatively but independently regulates the activity of HIF.

Key words  hypoxia inducible factor (HIF), PI(3) K/Akt, extracellular signalrequlated protein kinase
(ERK)

* This work was supported by a grant from T he Special Funds for Major State Basic Research of China ( G2000056908) .
- Corresponding author. Tel: 86 10-68314466-8068, F-mail: lanyingchen@ hotmail. com
Received: May 13, 2002 Acecepted: June 28, 2002





