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Mechanism of bone and cartilage deterioration in rheumatoid arthritis
via RANKL/Fas signaling
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TR R O (F£32) < In this study, we investigated the functions of osteoclasts (OCs) from
MRL/lpr mice, animal model for human rheumatoid arthritis (RA), bearinf a mutant of Fas
gene. In vitro and in vivo experiments showed enhanced function of MRL/lpr OCs as
antigen-presenting cells to activate peripheral T cells. Furthermore, the migratory
response of MRL/Ipr OCs to S1P was significantly enhanced. The hyperfunctions of OCs in
MRL/Ipr mice play a potent role in the pathogenesis for RA with bone destruction. Fas
signaling of OCs may regulate the differentiation, activation, and migration of OCs.
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