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WFIEE R OBEE (F30) : In this study we focused in Wnt signaling among many intracellular
signaling pathways involved in tumorigenesis. We analyzed the molecular mechanisms of
tumorigenesis by abnormality in Wnt signaling in the light of differentiation and polarity.
The following points are clarified. (DWnt proteins were purified and the roles of their
post-translational modifications were clarified. (@ Receptor-mediated endocytic routes
played a role in the selective activation of multiple Wnt signaling. @Wntba signaling
regulated cell migration and cell polarity. (@Abnormalities in Wnt5a signaling were
involved in aggressiveness of human cancer. (®Novel binding proteins to GSK-3, a protein
kinase, were identified, and they were involved in the regulation of microtubule dynamics
and focal adhesion. (®Dvl regulated spindle dynamics and spindle assemble dynamics in

mitosis.
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