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[Abstract] Sepsis is the leading cause of death in critically ill patients. The main complications of sepsis
patients are liver injury and dysfunction, which also act as independent risk factors for the early prediction of
potential death. Therefore,it is meaningful to understand its machanism and find corresponding intervention
measures to reduce the mortality of sepsis patients. Liver cell death induced byinfection, inflammation and
other factors are the basic event and core mechanism of sepsis patients suffering from liver injury. In recent
years,the roles of lytic cell death in mediating liver injury caused by various diseases including sepsis has e-
merged as a popular area of study. This article reviewed the main types,regulatory mechanisms of lytic cell
death and highlights its roles and potential intervention effects in septic liver injury,aiming to provide poten-
tial ideas and directions for further understanding the pathogenesis of septic liver injury and explore new pre-
vention and treatment targets.
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