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Theme 1: The crosstalk between epithelial cells and fibroblasts

We generated a novel mouse model to induce proximal tubule-specific injury by inducing the
expression of diphtheria toxin receptor (DTR) in proximal tubules. Administration of high-dose
diphtheria toxin (DT) causes severe proximal tubule-specific injury associated with interstitial fibrosis,
whereas mild proximal tubule injury triggers reversible fibrosis. Proximal tubule-specific injury also
triggers distal tubule injury and glomerular sclerosis. Our data suggest that the severity of proximal
tubule injury determine the progression to CKD.

Theme 2: reversibility of fibrosis

We administrated various candidate drugs to fibrosis models and found that there is a point on no
return in the progression of fibrosis.

We analyzed myofibroblasts before and after the point on no return and found candidate markers of
renal prognosis.




