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Investigation of roles of the synovial macrophage-derived exosomes on the
progression of osteoarthritis and rheumatoid arthritis
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The objective of this stud¥ is to clarify the mechanism of joint disease
progression by synovial macrophage derived extracellular vesicles (EVs). Stimulation of chondrocytes
with EVs resulted in an elevation in chondrocyte catabolic factors including Matrix
metalloproteinase (MMPs), a disintegrin and metalloproteinase with thrombospondin motifs (ADAMTS)
and pro-inflammatory mediators, leading to cartilage degeneration. In addition, our current results
demonstrated that inflammatory macrophages derived EVs increased pyroptosis related molecules in
chondrocytes. Our findings indicted that EVs induced chondrocyte pyroptosis, leading to cartilage
degradation. This study provides a novel molecular mechanism for the destruction of cartilage in
joint diseases and suggests attractive therapeutic target for treatment.
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