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AFFE R R OB (J€30) < p53 and TGF-B signaling are well known as tumor suppressors which regulate
cytostasis and apoptosis, whereas critical roles of mutant p53 and TGF-f signaling in cancer metastasis
have now emerged. In this project, we have demonstrated that proto-oncoprotein Ski, which is an
important negative regulator of TGF-f signaling, interacts with p53 and attenuates the biological
functions of p53. Moreover, we have shown that Ski may prove to be an especially valuable therapeutic
target. Also, we identified that histone methyltransferase SETS, which represses the biological functions
of p53, also negatively regulates TGF-f signaling.
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