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Abstract: Vascular endothelial growth factor ( VEGF) is closely related to the occurrence of osteoporosis. It not only promotes
angiogenesis, but also plays an important role in bone formation and reconstruction. Modern researches have shown that it can
promote endothelial cell proliferation and neovascularization, accelerate bone formation and reconstruction, directly promote bone
marrow mesenchymal stem cells and increase osteogenic activity of osteoblasts, and reduce osteolytic activity of osteoclasts to
promote bone formation. It can increase bone density, and play an important role in the occurrence and development of osteoporosis.
This article analyzes the effects of VEGF on related cells in bone formation and its mechanism, and summarizes recent research
progress and clinical treatment effects, aiming to provide guidance for future research and clinical treatment of osteoporosis.
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