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Gut-liver axis disorder in sepsis-associated liver injury: mechanisms and targets LUO Miao, WENG Xin-xin, ZENG
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Abstract Sepsis is a common critical illness in clinical practice, and sepsis-induced multiple organ dysfunction is a
major cause of death in critically ill patients. The liver is one of the most frequently affected target organs during sepsis.
Dysregulation of the gut-liver axis plays a pivotal driving role in the onset and progression of sepsis-associated liver injury
(SALI). This article systematically elaborates the physiological basis of the gut-liver axis, the core pathological mechanisms,
key signaling pathways and molecular mediators underlying gut-liver axis disturbance in SALI, and summarizes relevant targe-
ted intervention strategies. It aims to provide novel ideas and theoretical evidence for mechanistic research, clinical preven-
tion and treatment of SALIL.
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