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Research Progress and Prospect of the Role of Neutrophil
Extracellular Traps (NETs) in Antiviral Immunity
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Abstract: The activated inflammatory neutrophils will actively release a kind of beads like fibrous network
materials during the period of infection by bacteria, fungi or parasites or during inflammatory response. This
phenomenon is called neutrophil extracellular traps (NETs) and the process of its formation is called NETo—
sis. NETs can kill pathogens or prevent their local spread in host tissues, but a large number of NETs may
also cause local or systemic damage. Recent studies have shown that viruses can also induce NETosis, and
the resulting NETs also have some antiviral effects, but the role of NETSs in controlling virus infection is not
clear. Herein, the mechanism of virus—induced NET formation and the antiviral effects of NETs were re—
viewed.
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