BRI -0 0 5 B

TR, o', TR, R, LEF (L2 MNREE—IRRESRE, 22M 7300005 2.2 K% —E&

B BRIEERF, 2244 730000 )

BE: AP NMAEain s EERE L —, S H5EMEH. B, &%
MG b mas g e, 52 mg. SR SR BR S, AT R 5 2 40
FRaE L. HWMERZEVMN RGN EmS, EERGE T 8R40
TSN G EMRERRE T8N 2 88 B it R b, AW @R ER .. A0
9 5 JH B P45 0 FR) S e T i Jg R AT 2R3

KA. MREPE; EWE; R

Sepsis liver damage and autophagy

Xing Bomin', Guo Na', Ning Haihui', Gao Cuimin', Ma Yuqing2 (1.The First Clinical Medical
College of Lanzhou University, Lanzhou, 730000, China; 2.Department of Anesthesiology,
The First Hospital of Lanzhou University, Lanzhou 730000, China)

Abstract: As one of the important organs to maintain human life, liver is involved in
the processes of biosynthesis, metabolism, biotransformation and immune defense. It is
susceptible to infection, trauma, shock and other factors. It is one of the early vulnerable
organs in sepsis. Autophagy is a ubiquitous life phenomenon in eukaryotes. Under
physiological conditions, autophagy protects cells from external stimuli. In the process of
multiple organ damage caused by sepsis, autophagy has a certain protective effect. This article

reviewed the latest research progress on autophagy and sepsis liver injury.
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