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The purpose of this study is to elucidate the involvement of tissue
transglutaminase in multiple basic pathophysiologies of polycystic kidney disease (PKD) and its
mechanisms, to obtain basic knowledge for the development of pathophysiology-based disease-specific
therapies by modifying them, and to confirm their efficacy in humans by using animal models for
their application. The research is to confirm the efficacy of the treatment by using model animals
for its application to humans.

Until R3, we have been analyzing the pathophysiology of ARPKD by focusing on the relationship
between tissue transglutaminase expression in cultured PKD cell lines and ARPKD animal model-derived
tissues and the miRNA data accumulated so far in the ARPKD model.

In R4, we are further analyzing the data by real-time PCR, Western blotting, and immunostaining.
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