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The Involvement of Neutrophil Extracellular Trapping Nets in Children with IgA Vasculitis. LU Shuwen, DONG Chen, GUAN Fengjun.
Department of Pediatrics, Affiliated Hospital of Xuzhou Medical University, Jiangsu 221000, China

Abstract Objective To investigate the expression and significance of neutrophil extracellular traps ( NETs) in the peripheral
blood of children with IgA vasculitis (IgAV). Methods From June 2021 to July 2022, 101 children with IgAV who were admitted to the
Department of Pediatrics of the Affiliated Hospital of Xuzhou Medical University were selected and divided into two groups according to the
renal involvement; 54 cases in the group without renal involvement, and 47 cases in the group with combined renal involvement (including
15 cases in the group with isolated hematuria, 16 cases in the group with isolated proteinuria, and 16 cases in the group with hematuria
combined with proteinuria) ; and 30 children with healthy physical examination at the same time were selected as the control group. The
levels of myeloperoxidase (MPO) — DNA, a marker of NETs, were measured, and the peripheral blood MPO — DNA levels were compared
among the groups, and correlation analysis was performed with clinical and laboratory indices. Results The serum MPO — DNA levels of
children in the no kidney involvement group and the kidney involvement group were higher than those in the control group, and the differ-
ences between the three groups were statistically significant (P <0.05). The serum MPO — DNA levels in the hematuria and proteinuria
groups were significantly higher than those in the isolated hematuria and proteinuria groups, and the differences were statistically signifi-
cant (P <0.05). The correlation analysis showed that the serum MPO — DNA levels of children with IgAV were positively correlated with
C - reactive protein ( CRP), serum IgA concentration, D — dimer level, and urinary albumin creatinine ratio ( UACR). Conclusion
NETs are involved in disease development in children with IgAV; the expression levels are associated with their renal damage.

Key words IgA vasculitis;IgA vasculitis nephritis; Neutrophil extracellular trap net; Myeloperoxidase (MPO) - DNA complex;
Children
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