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[ Abstract]

Osteoporosis is a global public health problem, the pathogenesis has not been fully

elucidated yet. Osteocytes play a crucial role in the pathophysiological process of osteoporosis. Along with

constantly understanding of cell death forms, autophagy and necroptosis are regarded as the other modes of

programmed cell death besides apoptosis. This article reviews the roles of the three forms of cell death in

the pathogenesis of osteoporosis.
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