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[Abstract]  Autophagy is a highly reserved cell process which degrades damaged proteins and
organelles in mammalian cells and plays a critical role in maintaining cellular homeostasis. In the past
decades, studies on autophagy were carried out, the physiological role of autophagy in different organs of
mammals was reported, as well as the role autophagy activation impairment plays in the development of
geriatric diseases, abnormal glucose-lipid metabolism, and neurodegenerative disorders. Nowadays, studies
were carried out to explore new therapies for regulating autophagy activation. The role of autophagy in the
kidney has gradually been interpreted, and reports are indicating an association between autophagy and
various kidney diseases. This paper targets on the molecular mechanisms regulating autophagy and new
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findings about autophagy research on the kidney, as well as issues which have yet to be resolved.
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