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Molecular mechanism and regulation in patients with Sjogren®s syndrome
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M3R reactive Thl cells play a crucial role in the generation of Sjogren’ s
syndrome(SS). In the present study, our object is to clarify the molecules which are able to change
Thl cells to Treg cells. We already generated several T-iPS cells from M3R reactive Thl cells in
patients with SS, induced DC cells from their T-iPS cells, and differentiated CD34+CD43+ progenitor
stem cells form T-iPS cells in vitro. In future, we will differentiate CD34+CD43+ cells to Treg
cells, and then elucidate the functional molecules which could change from Thl cells to Treg cells.
The candidate molecules should shed light on the new therapeutic approach to SS.
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