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In this study, we constructed novel experimental system, which enable us to disrupt gene
function under the control of Tamoxifen by using Cre-loxP technology. We focused on two
polarity related genes, aPKC(atypical Protein kinase C) and Daaml(Deshevelled
associated activator of morphogenesis), and successfully detected genetic interaction and
cellular phenotype. Further, we confirmed this results by using Xenopus injection
experiment and found the possibility that aPKC acts as down stream of Daam1.
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