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[ Abstract] Eutrophils are the first innate immune cells to reach the site of inflammation. Neutrophils produce neutro-
phil extracellular traps (NETs) that can quickly capture and limit the spread of pathogens, facilitating the removal of
pathogens and their debris. Neutrophils in the oral cavity are specifically transformed from circulating neutrophils in the
blood, and the number of NETs released by oral neutrophils is much higher than that of circulating neutrophils, thus bet-
ter maintaining the balance of the oral microenvironment. As a bimorphic fungus, only the mycelium phase of Candida
albicans can induce NETs, which is related to the neutrophils” ability to sense the size of pathogenic microorganisms
through neutrophil elastase. However, spherical Staphylococcus aureus are much smaller than Candida albicans, and
they can still induce NETs. Porphyromonas gingivalis, as one of the microorganisms in the periodontitis complex, induc-
es fewer NETs than Streptococcus oralis and Actinomycetes, which are two common oral microorganisms, and there may

be a mechanism allowing them to escape neutrophilic immunity in the early stage of periodontitis. Although the two
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main pathways of NET production have been studied in detail, the mechanisms involved in the induction of NETs by dif-
ferent microorganisms, especially from oral neutrophils, are not well understood. This review describes the mechanism

of the immune effects of pathogenic microorganisms on neutrophil NETSs in the oral cavity, providing a reference for the

search for therapeutic targets and the development of key drugs for treating oral infectious diseases.
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Figure 1  Diagram of NETs induced by Candida albicans invading tissue (a case of suicidal NETs formation)
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