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Investigation of molecular mechanisms of endothelial dysfunction underlying CKD
and aging kidney
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The endothelium and epithelial cells are in close proximity, and there is
functional interaction (endothelium / epithelium connection) mutually. We have elucidated the
followings; 1) Endothelial dysfunction disruEts endothelium / epithelium relationship, causing two
major pathologies of progression of chronic kidney disease, "inflammation" and "fibrosis". 2) NLRP
3-inlammasome pathway and Wnt / B -catenin pathway are involved in this process. 3) NO / cGMP / PKG
pathway suppresses NLRP3-inflammasome activation(deeply involved in chronic inflammation) and Wnt /
B -catenin pathway activation (fibrosis). 4) Endothelial / epithelial interaction plays an important

role in pathogenesis of glomerular lesions and tubulointerstitial injuries in CKD. It is expected
that these findings will be utilized in the development of novel strategy to cope with CKD.
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