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[ Abstract)

in metabolic organs and the development of diseases. The condition of hyperglycemia can reduce autophagy

Autophagy, as one of the main defense mechanism of organism, plays an important role

activity of podocyte, leading to the occurrence and development of diabetic nephropathy (DN). Studies show
that the nutrient-sensing signal pathways, including mammalian target of rapamycin (mTOR) , AMP-activa-
ted protein kinase ( AMPK) , silent information regulator 1(Sirtl ), endoplasmic reticulum stress( ERS) and
advanced glycation end products ( AGE) modulate autophagic activity and contribute to the occurrence and
development of DN. These findings implied that the nutrient-sensing signal pathways could be a new thera-
peutic target to prevent DN. Thus they might be new therapeutic targets of DN.
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