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Research progress on mechanism of metformin in treatment of osteoarthritis
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Abstract: Osteoarthritis is a chronic degenerative joint disease and a major factor to chronic dysfunction in the elderly. Metformin,
currently recognized as the first-line drug for treatment of diabetes, may also have protective effects on cartilage in osteoarthritis.
Metformin inhibits chondrocyte inflammatory response, regulates abnormal chondrocyte metabolism, and affects chondrocyte

differentiation. This article reviews the mechanism of metformin in treatment of osteoarthritis, and provides a reference for the clinical

application of metformin.
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