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Figure 1 Sepsis immunosuppression. Sepsis immunosuppression is
characterized by decreased neutrophil function, an anti-inflammatory
phenotype of monocytes and macrophages, an increase in bone marrow-
derived suppressor cells, lymphocyte apoptosis, and altered cytokine
levels
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Figure 2 Mechanism of gut microbiota dysbiosis involved in sepsis. The composition of the gut microbiota in patients with sepsis is severely
disrupted, with overgrowth of potential pathogenic microorganisms, reduction of beneficial symbiotic bacteria, and significant changes of microbiota
metabolites, which in turn affect the immune response and intestinal barrier, and the intestinal bacteria and endotoxins migrate into the blood

circulation, affecting the systemic inflammatory response
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Sepsis immunosuppression and gut microbiota dysbiosis
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Prolonged immunosuppression in patients with late-stage sepsis is a key factor of their high mortality rate. Persistent
immunosuppression is not only detrimental to the control of the original source of infection but also increases the risk of secondary
infections by multidrug-resistant bacteria and opportunistic pathogens. Reversing the immunosuppressive state in sepsis patients is
crucial for improving their survival rate. Gut microbiome dysbiosis can increase the susceptibility to sepsis through various
mechanisms. This review aims to discuss the mechanisms of sepsis-induced immunosuppression and analyze the role of the gut
microbiota, particularly its potential impact on the formation and progression of sepsis-induced immunosuppression.
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