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M W X % Aryl hydrocarbon receptor deficiency in intestinal epithelia
leads to exacerbation of DSS-induced colitis.
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Although it has been demonstrated that Aryl hydrocarbon receptor (Ahr) is involved in the pathogenesis of
inflammatory bowel diseases (IBDs), the precise etiology of the disease is not well understood. Here we show
that Ahr deficiency exacerbates the development of dextran sodium sulfate (DSS)-induced colitis, a model of
human UC. The frequency of Thl cells in lamina propria and levels of pro-inflammatory cytokines including
IL-6, IL-1B and TNF-a taken from the culture supernatant of colon segments, were significantly higher in Ahr
KO compared with WT mice. In addition, the proliferation of colon epithelial cells from DSS-administrated
Ahr KO mice was depressed. Interestingly, the gene expression of X-box binding protein 1 (Xbpl), the
transcription factor related with ER stress avoidance was suppressed in Ahr KO intestinal epithelial cells (IECs)
following DSS administration. Furthermore, a lack of Ahr specifically in TECs significantly exacerbates
DSS-induced colitis, whereas no disease exacerbation was observed in macrophages and T cells specific Ahr

deficient mice compared to those in control mice. These finding indicate that the development of DSS-induced
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colitis may depend on the presence of Ahr in epithelial cells, and that avoidance from ER stress in epithelial cell

by Ahr may be important for this process.
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REFFAZRBN T, BEH I RESIZE O T, ThITHIED bR RIEE T A b A A D
A A HI#14 BAryl hydrocarbon receptor (Ahr) DIFE FREFBEH KB~ 7 AN, & MEE
WRBEADET N THLHDSSHEEEBRICBN T, TORENEETLIEZLHL ML,
B8 FRICHT HAhrd e MEBMERBROFRIZEAS L TV A FRENRA R L, BEE
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