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The roles of uPA/uPAR on the inflammatory osteoclastogenesis
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The aim of this study was to clarify the role of uPA/uPAR on the inflammatory
bone loss. We found that uPA attenuated inflammatory osteoclastogenesis through the activation of AMPK.
Additionally, we found that uPAR regulated inflammatory osteoclastogenesis through the integrin/Akt
pathway. Moreover, we found that uPAR regulated inflammation-induced TNF-a production. These data
suggest that uPA/uPAR plays an important roles on the inflammatory bone loss.
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