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Abstract Sepsis is a syndrome caused by severe infection, which can lead to organ dysfunction and even patient
death. Sepsis causes intestinal damage, leading to the translocation of bacteria and endotoxins, further exacerbating systemic
inflammatory response and promoting the deterioration of sepsis, ultimately forming a vicious cycle. At present, the pathogen-
esis of sepsis-induced intestinal injury is complex, involving disruption of intestinal barrier, microcirculatory disorders,
immune inflammation imbalance, and dysbiosis of intestinal microbiota. This article reviews the pathogenesis and treatment
research progress of sepsis-induced intestinal injury, in order to find new clinical treatment options for sepsis-induced intesti-
nal injury.
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