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[Abstract] Osteoarthritis (OA) is a chronic degenerative disease with pain as the main symptom, seri-
ously threatens the health of the middle-aged and elderly people. In recent years,the studies find that the con-
tinuous stimulation of tissue damage activates the innate immunity of the organism.,which is widely involved
in the pathogenesis of OA. The imbalance of immunocytokine network is the key factor. Immunocytokines
have been attracted more and more attention in the study of the pathogenesis of OA. In recent years, Anti-in-
flammatory factor IL-10 is one of the study hotspots. This paper reviews the research progress of IL.-10 in OA
in order to find new targets and ways for the prevention and treatment of OA.
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