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Abstract: Hypoxia-inducible factorda (HIFH ) is one of the master regulators of hypoxia reaction, which plays an important
role in osteogenesis and bone metabolism. It is known that over-expression of HIFd a0 in mature osteoblasts through deletion of the
von Hippeldindau ( VAl) gene profoundly increases angiogenesis and osteogenesis, but the molecular mechanism of this process is
still unclear. It is known that HIFHd « can regulate many protein factors and the activation of several signaling pathways, such as
vascular endothelial growth factor ( VEGF) and Wnt signaling pathway. These protein factors and signal pathways play essential
roles in the regulation of cell differentiation, proliferation, and function. This review discusses the main function of HIFd a and its
interaction with other protein factors or signaling pathways, including osteoprotegerin (OPG) and Wnt signaling pathway.
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