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[ Abstract |

eration and peri — articular bone hyperplasia, which is associated with an increase in age. Chondrocyte phenotype, carti-

Osteoarthritis (OA) is a chronic progressive osteoarthrosis characterized by articular cartilage degen-

lage changes in the steady state and subchondral bone metabolism are the inseparable part of the development of osteoar-
thritis. MicroRNA belongs to the endogenous non — coding protein of single-stranded small RNA ;mainly through the reg-
ulation of gene transcription level ,and then control tissue growth and steady state. Based on the miRNA gene regulation

mechanism, this paper reviews the relationship between miRNA and articular cartilage ,miRNA and pain,miRNA and in-

flammatory response,then provides a new strategy for clinical treatment.
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