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The role of neutrophil extracellular traps in sepsis
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Abstract: Sepsis is a leading course of death in critically ill patients in intensive care units. The pathogenesis of
sepsis has not yet been fully elucidated, which is considered to be related to pathogen removal, inflammatory
response, blood coagulation and so on. Neutrophils play an essential role in the innate immune response, providing
the first line of defense in protecting the body from infection. They can resist pathogenic microorganisms by
phagocytosis and degranulation. In addition, it has recently been shown that these cells can trap and kill
microorganisms by releasing neutrophil extracellular traps (NETs) composed of DNA, histones, granular
components and some cytoplasmic proteins. Although the beneficial role of NETs during sepsis has been
demonstrated, there is increasing evidence that NETs contribute to sepsis. Therefore, this article aimed to review the
current research progress of NETs and their role in the pathogenesis of sepsis.
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