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[ Abstract] Autophagy targets cell constituents including damaged organelles, unfolded proteins, to
maintain the cellular homeostasis, and it plays an important role in the body’s growth, development and ag-
ing. Evidences indicate that autophagy may be related to lipogensis and lipolysis in liver. Autophagy may be

affected by sterol regulatory element binding protein pathway, transcription factor, hormone, nutritional fac-

tors, thereby effects lipid metabolism.
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