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Polycystic kidney disease (PKD) is a serious congenital disease in vertebrates, in which epithelial
cells in renal tubules abnormally proliferate and become flattened in shape leading to development of
numerous cysts in the entire kidney. Recent studies have implicated calcium and canonical Wnt signaling
in this process, but detailed in vivo processes remain unclear, especially regarding
development/expansion of cyst formation and spatiotemporal activation pattern of signaling pathways
in renal tubules.

In this study, we analyzed the medaka mutant A/ntoun (ktu) that develops PKD. We revealed that
renal epithelial cells of Atumutant were flattened before beginning of urine flow. We are now making
medaka transgenic |ines with which to analyze the spatiotemporal activation pattern of calcium and Wnt
signals.




