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Research progress of autophagy on acute liver failure

Zhang Luyi, Chen Qian, Shi Chunxia, Gong Zuojiong (Department of Infectious Diseases,
Renmin Hospital of Wuhan University, Wuhan 430060, China)

Abstract: Autophagy is a process that cells degrade abnormal or redundant macromolecules
and organelles, which is necessary for the survival of cells and the body. Liver is an organ
with a high level of autophagy. Acute liver failure is a serious consequence of a large number
of liver cell damage caused by various reasons in a short period. In acute liver failure,
some causes and the environment will have a certain impact on autophagy and then affect
the development of the disease. Studying on this perspective may be able to discover new
prophylactic or treatment directions for acute liver failure.
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