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Elucidation of mechanism by which low protein diet suppresses progression of
diabetic nephropathy through activation of autophagy in tubular cells
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In proximal tubule cells of Wistar fatty (fa/fa) rats, type 2 diabetes model,
mitochondrial dysfunction such as fragmentation and swelling, oxidative stress and inflammation due to
impairment_of autophagy by activation of a mammalian target of rapamycin complexl (mTORC1) exist,
resulting in renal injuries including tubule-interstitial fibrosis, tubular cell injuries and apoptosis
and decline of renal function. Advanced low-protein diet (including 5% protein) exhibits the tubule cell
protective effects through reduction of mTORC1 activation and restoration of autophagy machinery, leading
to suppression of progression of renal dysfunction.
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