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Elucidation of molecular mechanisms of monocyte activation through TLR signaling
in Sj&ouml;grens syndrome.
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The purpose of this study is to clarify the re?ulatory mechanisms of
elevated expression of BAFF receptor(BR3) in monocytes and search novel therapeutic targets for
Sjogren’ s syndrome (SS). In our previous study, we found that BR3 expression was elevated in
peripheral SS monocytes and that elevation was correlated with clinical parameters of patients. It
has been reported that signaling pathways via TLRs are involved in onset and/or development of SS
and that monocytes expressing TLRs play a crucial role in the pathogenesis of the disease. In this
study, we focused on TLR4 and investigated possible involvement of signaling pathways of TLR4 in
enhanced expression of BR3 in human monocytes. As a results, we found that TLR4 expression was
elevated in SS monocytes and phosphorylation of several TLR4 signaling molecules were upregulated by
LPS stimulated monocytes These findings suggest that these molecules may be involved in the
pathogenesis of SS.
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