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PD-1/PD-L1: the effect on the occurrence and development of sepsis
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Abstract: Sepsis is the systemic inflammatory reaction responding to the infection, however, the underlying
mechanisms have not been fully understood. Immune disorder is one of the most remarkable characteristics for
sepsis. Programmed death-1 (PD-1) and its ligand (PD-L1) are the negative-regulated signals mediating immune

response, which play an important role in the occurrence and development of sepsis. In this review, we will make a

brief summary about the effect of PD-1/PD-L1 on the occurrence, development and treatment of sepsis.
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