KXc—19

FEZMREDRERX FREARERNE) ARAREESE
Wk 24 4 5 A 15 HHUE

HEAES 82402

MEFER - ABHET B)

TAZ2HEARYT - 2008~2011

EBEEXS: 20390042

MEFERL (F1XN) FEERIEKZFZERRKICK 2 KEBHAINHIBEEE

HZesERE4L (¥EX) AhR plays a role in suppression of intestinal carcinogenesis
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The aryl hydrocarbon receptor (AhR) is a ligand—dependent transcription factor known to
be involved in the promotion of chemical carcinogenesis. We demonstrated that AhR plays
a tumor suppressor role in the intestine as an E3 ubiquitin ligase of B-catenin. Our
findings suggest that chemoprevention with naturally-occurring and chemically-designed

AhR ligands can be used to successfully prevent intestinal cancers
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