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[ Abstract] Objective To observe the changes of neutrophil extracellular traps ( NETs) formation in the acute phase of Kawasaki
disease (KD) ,and explore the possible involvement of NETs in KD vascular injury and the protective mechanism of related drugs. Methods
Blood samples of 40 KD children treated in Dongguan Maternal and Child Health Care Hospital before and after intravenous immunoglobulin
(IVIG) treatment and 40 healthy children of the same age as control group were collected during the period from January 2022 to June 2023.
The levels of tumor necrosis factor-a ( TNF-a) , interleukin-6 ( IL-6 ), circulating cell-free DNA ( ¢fDNA ), LL-37, deoxyribonuclease I
(DNase [ ) ,von Willebrand factor (vWF) , endothelial microparticles (EMPs) , platelet-derived microparticles (PDMP) in plasma detected
by ELISA and peripheral blood neutrophil count of all the specimen were compared and analyzed. Results In the acute phase of KD,
neutrophil count,the level of TNF-a,1L-6,and ¢fDNA and LL-37 as main components of NETs increased and DNase | decreased,while those
recovered after IVIG treatment,and there were no statistical difference compared with the control group. At the same time,vWF, EMPs and
PDMP in plasma also increased ,and decreased after treatment with IVIG, and there were no statistical difference compared with the control
group. In the acute phase of KD, neutrophil count, TNF-a, ¢cfDNA, vWF, EMPs and PDMP were higher in patients with coronary artery
dilatation than those without coronary artery dilation,while DNase | was lower. Correlation analysis showed that ¢[NDA , the main component
of NETs,was positively correlated with the concentration of EMPs, vWF and PDMP, and negatively correlated with DNase | . Conclusion
NETs over-expression and DNase | degradation during KD acute phase are associated with the patient’ s condition ,and dynamic monitoring
of cfDNA has certain clinical value in early diagnosis and assessment of condition severity. NETs may be involved in the vascular inflammatory

endothelial injury and coagulation axis reaction of KD. Furthermore, it suggests that IVIG exerts the pharmacological protective effect by
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reducing the damage of NETs pathway.

[ Keywords] Kawasaki disease; Vasculitis; Neutrophil extracellular traps; Endothelial microparticles; von Willebrand factor; Platelet-

derived microparticles
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