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[ Abstract ]

critical patients. Both excessive inflammatory response and

Sepsis remains a leading cause of death in

long-term immunosuppression can lead to the death of sepsis pa-
tients. As a key pro-inflammatory cytokine, interleukin-17
(IL-17) plays an important role in the body's inflammatory re-
sponse and immune system. The signal transduction of 1L.-17 is
a key link in maintaining the body’s health and participating in
the onset and development of sepsis. This review mainly summa-
rizes and discusses the regulation of IL-17 signal transduction

and pathogenic and protective role of IL-17 in sepsis.
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