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Progress in different fatty acids on autophagy
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(Frontier Test Center, Medical College, Anhui University of Science and Technology,
Huainan 232001, Anhui, China)
Abstract ; Fatty acid is one substance that the body depends on. Autophagy is a self — protection proce-
dure of cells and a programmed cell death associated with apoptosis, coke death, necrosis, etc. The as-

sociation between different fatty acids and autophagy and the regulation strategies of fatty acid to autoph-

agy were reviewed to provide a new way to treat some disease.
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