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Elucidation of the mechanism of podocyte damage in chronic kidney disease by
focusing on lysosomal damage
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The number of patients with chronic kidney disease (CKD) in Japan is
increasing, and elucidating the pathogenesis of CKD is an important research issue. Proteinuria,
which is a diagnostic criterion for CKD, is mainly caused by podocyte injury, and maintaining
intracellular homeostasis is important for podocytes, which do not have the ability to divide and
regenerate. In this study, we hypothesized that the enhancement of lysosome function, which is
responsible for intracellular proteolysis, would act cytoprotectively against podocyte injury in
CKD. We found that activation of transcription factor EB (TFEB), a master regulator of lysosomal
biogenesis, suppressed podocyte damage. This suggests that inhibition of podocyte damage through
TFEB-mediated activation of lysosomal biogenesis may be a new therapeutic strategy for CKD.
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