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THIEEEREL () Molecular analysis of pathogenesis on rheumatoid arthritis caused by
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W B oS (353C) : The roles for chemokines CCL19 and CCL21 in induction of
collagen—induced arthritis (CIA) were investigated plt mutant mice, that lacking
expression of CCL19 and CCL21. We found that these mutant mice failed to express
inflammatory cytokines and showed resistant to the induction of CIA. Collagen—immunized
plt mice decreased IL-23 production in dendritic cells and a concomitant defect in Th17
cells. CCL19- and CCL21-mediated activation of the PI3K/Akt pathway and NF-k B is
essential for IL-23 production in dendritic cells. These mechanisms would contribute to
the development of strategies to control rheumatoid arthritis.
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