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Research advance on the effect of autophagy on bone metabolism in osteoporosis
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Abstract: The disorder of autophagy can lead to the imbalance of bone and osteoclast, and lead to OP. The result showed that

autophagy plays an important role in a series of degenerative diseases. Autophagy plays a crucial role in maintaining bone strength

and preventing OP through the regulation of osteoblasts, osteoclasts and bone cells. This article reviewed the relationship between

autophagy and OP, to explore the mechanism of autophagy in the pathogenesis of osteoporosis (OP).
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Fig.1 Schematic diagram of autophagy process
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Fig.2 The relationship between autophagy and bone metabolism
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