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[ Abstract] Protein kinase B( PKB/Akt)/forkhead transcription factor( FoxO) signal pathway is a vi-
tal signal pathway which is widely present in kidney. In recent years, a variety of studies have shown that

Akt/FoxO signal pathway affected the pathophysiological changes of diabetic kidney disease through affecting

oxidative stress, cell proliferation and apoptosis, extracellular matrix deposition, autophagy and so on, which
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plays an important role in the development and progression of diabetic kidney disease.
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