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Using MIGR1- control and MIGR-Cdx2-infected Colo205 cells, the phosphorylation states
of several receptor tyrosine kinases and the expression of cell adhesion marker were
analyzed. Secondly, in Colo 205 cells, Cdx2 increased caveolin in mRNA and protein levels
and suppressed PDGF receptor, IGF-I receptor, downstream molecules c-abl and CrkL.
This was mediated by caveolin-1, which was induced by Cdx2. Furthermore, we are
determined to pursue the mechanism the regulation of Racl expression by Cdx2 in
colorectal cancer.
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