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Competition between colitogenic Th1 and Th17 cells as a new concept of IBD pathogenesis
and new therapeutic target.
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In this study, we showed that the interaction between Th17 cells and Th1 cells contribute
to altering disease phenotypes. We have also demonstrated that Th17 and Th17/Th1 cells
become colitogenic alternative Thl cells via Thl17, Th17/Thl, and Thl-like cells,
independently of classical Thl cells. We have also established that regulatory T cells
suppress this pathway, resulting in accumulation of Th17 and Th17/Thl cells. This
alternative pathway, generating colitogenic Th1 cells, could be a new therapeutic target of
Inflammatory bowel diseases (IBD).
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