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Research progress of dendritic cells in the pathogenesis of osteoarthritis
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Abstract: As the most common chronic progressive joint disease, osteoarthritis (OA) is characterized by the destruction of
articular cartilage. As a powerful type of APC, DC are closely related to the damage and repair of articular cartilage. Although
few DCs are located in the articular fluid and bone marrow. their existence is positively correlated with OA severity. Matrix
metalloproteinase (MMP), the main collagenase in OA cartilage, is closely related to the number of a subtype of DC:
plasmacytoid dendritic cell (pDC). DC promotes the differentiation of type B synovial cells and plays an important role in the
early stage of OA. In joint fluid, DC releases a variety of inflammatory factors to promote OA-related synovial inflammation.
This review discusses the role of DCs in OA pathogenesis.

Key words: dendritic cell; osteoarthritis; plasmacytoid dendritic cell; immune cell





