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WFZEE B OME . (% 3C) : Afadin interacts with the cytoplasmic region of nectins,
immunoglobulin-like cell adhesion molecules at adherens junctions, links them to the actin
cytoskeleton, and regulates cytoskeletal remodeling. However, it remains unknown
whether afadin plays roles in tumorigenesis and tumor progression. Previously we
reported that in afadin intestine-specific deficient mice, the paracellular permeability in
the intestinal mucosa increased and susceptibility to the tissue destruction induced by
dextran sulfate sodium enhanced. Here we treated the mice with azoxymethan and dextran
sulfate sodium, and analyzed the incidence of colitis-associated colon cancer. Mice
conditionally lacking afadin in the intestines showed significantly increased the incidence
of colon cancer. These results indicate the suppressive role of afadin in developing
colitis-associated colon cancer in mice.
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