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WFZER R OMEEE (332) : CDX2 is a homebox transcription factor that is expressed
specifically in the intestinal epithelial cells. We have previously shown that CDX2
supresses colonic tumorigensis, using a knockout mouse model. In this study, we have found
that CDX2 suppresses proliferation of colon cancer cells through its non—transcriptional
function, wheares it acts as a transcription factor. The block of cell proliferation
caused by CDX2 is mediated partilly through increased level of p27 protein, a CDK inhibitor.
In addition, we have found ubiqutin El-like enzyme ATG7 as a protein interacting with
CDX2, and that CDX2 stimulates autophagy. Interestingly, CDX2 induces a kind of cell death
through autophagy. Thease results have suggested that CDX2 suppresses colonic
tumorigensis through ATG7-mediated stimulation of autophagy.
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