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Research progress of the effect of cholesterol metabolism on the pathogenesis of osteoarthritis
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[ Abstract] Osteoarthritis (OA) is a degenerative change of articular cartilage, which seriously affects patients. It is
a joint disease related to mechanical stress and aging. In recent years, metabolism has also become one of the key risk
factors for the occurrence and development of OA, one of which may be the high cholesterol level in the body. Some
studies have shown that OA chondrocytes present intracellular lipid deposition, and the occurrence of OA is related to the
expression of genes regulating cholesterol transport. In this paper, we discuss the metabolism of cholesterol in OA and the
molecular mechanism behind this association, and provide new ideas for the biological process and treatment of
osteoarthritis.
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