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[ Abstract]  Sepsis is one of primary causes of death in the Intensive Care Unit. Previous studies have
demonstrated that sepsis not only provokes excessive inflammatory response, but also leads to immune system
dysfunction and impaired antimicrobial ability. Recent research has suggested that a majority of patients survi-
ving in the early stage of hyperinflammatory state proceed to the immunosuppressive stage and are likely to suf-
fer from secondary infection and increased mortality rate. Programmed death-1 (PD-1) and programmed death
ligand-1 (PD-L1) are negative regulatory factors that mediate the immune response. In recent years, the role of
PD-1/PD-LI in sepsis has captivated widespread attention. Anti-PD-1/PD-L1 antibodies have been proven to

be efficacious in both animal studies and clinical trials. The role of PD-1/PD-L1 in the progression of sepsis is

briefly summarized.
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