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Role of macrophage polarization in osteoarthritis
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Abstract: Osteoarthritis (OA) is a chronic degenerative joint disease characterized by cartilage degeneration,
synovial inflammation, and subchondral bone remodeling. Macrophages are widely found in articular synovial
tissue and are strongly associated with the synovitis response. It has been found that macrophages can be
polarized to pro-inflammatory M1 or anti-inflammatory M2 when stimulated by various cytokines or microbial
metabolites so as to regulate the microenvironment of the cartilage extracellular matrix and have an impact on
the development of OA. Therefore, there may be an effective means of alleviating OA by targeting the
induction of macrophage polarization. However, it is not completely clear that the concrete regulatory effect of
the macrophage polarization process in OA. In this paper, we summarize the specific regulatory effect of
exosome, NF-kB, MAPK, STATs, caspases and other key molecules in the process of macrophage polarization
in OA by reviewing the relevant literature of macrophage polarization and OA, so as to determine the role of
macrophage polarization in the synovial fluid microenvironment on the repair of cartilage damage in OA, and
provide a theoretical basis for further exploring the mechanism of action of macrophage polarization on the
targeted therapy of OA.
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