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[Abstract] Neutrophil extracellular traps (NETs) are a kind of network structure formed by the modification
of DNA cytoskeleton, histones and granule proteases, which are activated by neutrophils upon stimulation. The
proper amount of NETs is a vital way for the body to remove pathogenic microorganisms, but excessive formation
of NETs could damage normal tissues and further promote the development of disease. Acute liver injury (ALI) is
a common organ injury in patients in intensive care unit (ICU), and the formation of NETs plays an important role
in the development of ALL This review explores and summarizes the formation mechanism and role of NETSs, their
role in ALI in ICU patients, and the mechanisms mediating several liver injuries, with a focus on potential treatment
methods for NETs in ALL
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ST00A9-TLR4 LA K 1 Sl 56 A0 26 7 ) 324K - 15 4k
A (receptor of advanced glycation endproducts-reactive
oxygen species, RAGE-ROS) {5 53 B , T 5
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