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Development of therapeutic agents for diabetic kidney disease focusing on
autophagy
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The number of patients with diabetic kidney disease (DKD) is increasing and
its pathogenesis is diversifying, requiring the development of new treatment strategies. It has been
shown that autophagy is important for the maintenance of cellular homeostasis in many cells. In
diabetes, autophagy activity is reduced in various cells, and activation of autophagy is considered
a therapeutic target. In this study, we identified a compound X that activates TFEB, a transcription
factor for autophagy-related proteins, and administered it to diabetic mouse models. Unfortunately,
in animal experiments, it did not induce sufficient autophagy activation and did not improve renal
damage. We are currently investigating the effects of TFEB activation on DKD using transgenic mice,
and the results of future studies may lead to the establishment of a new therapeutic target for DKD.
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