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[Abstract] Chondrocyte dysfunction is an important mechanism of cartilage degeneration in osteoarthri-
tisC(OA). At present,the main direction of prevention and treatment of OA is to maintain the balance of chon-
drocyte proliferation and apoptosis,so as to delay the degeneration of articular cartilage. Inflammation is a key
initiating factor in the occurrence and development of OA,which accelerates the pathological process of OA by
affecting the metabolism of chondrocytes. The expression of microRNAs related to cartilage homeostasis can
regulate nuclear factor kappa B, phosphatidylinositol 3-kinase/protein kinase B, Wnt/B-catenin. mitogen activa-
ted protein kinase,notch and other signaling pathways to affect the secretion of inflammatory factors. At the
same time,inflammatory factors can reverse the expression of signaling pathways to accelerate the occurrence
and development of OA. The interaction of the two may be the key target to maintain the balance between
chondrocyte proliferation and apoptosis. This article reviews the targeted regulation relationship between in-
flammatory factors and microRNAs mediated signaling pathways,in order to provide some reference for the
study of the pathogenesis of OA.
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