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Chemokines as novel therapeutic targets in inflammatory arthritis
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WFFERR RO E (3:30) : In this study, we examined the physiological roles of C-C chemokines in
antigen-induced arthritis and osteoclast development. MIP-1a-CCR1 signaling enhanced
inflammatory bone destruction and osteoclast development. Thus, CCL3-CCR1 signaling

might be a molecular target for the treatment of inflammatory arthritis.
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