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Abstract: Osteonecrosis of the femoral head (ONFH) is one of the common hip diseases in orthopaedics, and there is no definite drug
that can completely prevent the development of ONFH. In recent years, the study on the role of HIF-1 « signaling pathway in ONFH has
gradually increased. It has been found that HIF-1a signaling pathway is activated in mesenchymal stem cells, endothelial progenitor cells
and chondrocytes, this in turn stimulates the secretion of angiogenesis and bone repair—related cytokines to promote ONFH repair. In addi-
tion, many drugs can also promote bone repair and angiogenesis of ONFH by activating intracellular HIF-1a signaling pathway, which has
potential application value in the treatment of ONFH. In this article, we reviewed the research status of HIF-la signal pathway in ONFH,
and provided some potential approach and ideas for clinical treatment of ONFH.
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Figure 1. Different intracellular HIF- la signaling pathways
are involved in the mechanism of repairing osteonecrosis of the

femoral head.
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® 1. ZHEGYED HIF- 1o FSEEIGTT ONFH WEFS LS
Table 1. Summary of studies on treatment of ONFH by various

drugs through HIF-1 « signaling pathway
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