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Development of kidney self-repairing therapy
using novel adult kidney stem cells for CKD

Toshikazu Araoka,

Center for iPS Cell Research and Application (CiRA), Kyoto University, Assistant Professor
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In chronic kidney disease (CKD), the number of patients with advanced kidney damage is not cured and
continues to increase because “silver bullet drugs” have not been developed. In this study, we found and
characterized a new type of adult kidney stem cells (AKSCs) that is capable of self-repairing damaged kidney, which
is originally present in the kidney. Furthermore, we demonstrated that mTOR inhibitors promote the proliferation
of AKSCs in addition to eliminating CKD-induced AKSC senescence, potentially slowing down the progression of

kidney injury.
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