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Highlights:

(I) The important role of neutrophils in the pathophysiological process of burn sepsis was

discussed.

(2) The neutrophil-related markers which are expected to be early warning indicators of burn

sepsis were summarized.
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complication of severe burns and a primary risk factor for
endangering the lives of critically severe burn patients.
The mortality rate of burn sepsis patients was up to 75%.
Neutrophils are one of the innate immune cells and are the
earliest and most recruited immune cells at the site of
infection, which play a key role in the removal of local
infection and the repair of damaged tissue. Many studies
have deeply revealed the pathogenesis and progression
mechanism of burn sepsis, in which the role of neutrophils
has gradually become clear. This paper elaborated on the
key mechanisms of neutrophils in the occurrence and
evolution of burn sepsis, explored the value of neutrophils
in the early warning and prognosis judgement, and the
potential therapeutic methods of burn sepsis based on the
unique biological behavior of neutrophils in burn sepsis.
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Mechanism; Early warning
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Table 1 Definition and significance of neutrophil-related early warning indicators of burn sepsis
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