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Advance in the research of Runx2 gene in bone metabolism-related pathway
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Abstract: With the coming of aging era, osteoporosis has become a hot topic. Runx2 gene, as a specific transcription factor of
bone differentiation, is involved in a variety of signaling pathways regulating bone differentiation. This paper reviews the
involvement of Runx2 gene in transforming growth factor beta ( TGF-) / bone morphogenetic protein ( BMPs) signaling pathway ,
Notch signaling pathway, and Wnt signaling pathway.
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