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Abstract: Osteoarthritis (OA) is one of the most common article degenerative diseases that seriously affect
human health. Recent studies have shown that excessive apoptosis of the chondrocyte plays an important role
in the pathogenesis of OA. The mechanism of the chondrocyte apoptosis is unclear yet. It is thought that
exterior and interior apoptosis inducing factors activate down-stream apoptosis pathway through the stimulation

of multiple intracellular signal transduction pathways, and eventually through caspase cascade. The

elucidation of the apoptosis mechanism of the chondrocyte can contribute to the prevention and treatment of

OA. This paper reviews the recent research progress in the field.
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