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study of molecular mechanism of catechin on degradative effect
of growth factor receptor and suppressive effect of tumor growth
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WFZER R OMEBE (3230) : Pletelet derived growth factor receptor (PDGFR) is one of the
molecule target for cancer treatment. Cathechin has an anti—tumor effect, and we examined
the effect for PDGFR. PDGFR protein was decreased by EGCG treatment. The decrease was
promoted by the inhibitor of protein synthesis, and suppressed by the inhibitor of protein
degradation. PDGFR ubiquitinization was observed by the treatment with EGCG and inhibitor
of protein degradation. It was suggested that PDGFR protein was decrease by EGCG treatment
through the activation of ubiquitin—proteasome pathway.
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