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Urinary protein and renal pathological features in children with immunoglobulin A
vasculitis with nephritis and hypercoagulability
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Abstract: Objective To study the association of hypercoagulability with urinary protein and renal pathological damage
in children with immunoglobulin A vasculitis with nephritis (IgZAVN). Methods Based on the results of coagulation function,
349 children with IgAVN were divided into a hypercoagulability group consisting of 52 children and a non-hypercoagulability
group consisting of 297 children. Urinary protein and renal pathological features were compared between the two groups, and
the factors influencing the formation of hypercoagulability in children with IgAVN were analyzed. Results Compared with
the non-hypercoagulability group, the hypercoagulability group had significantly higher levels of urinary erythrocyte count, 24-
hour urinary protein, urinary protein/creatinine, urinary immunoglobulin Gfcreatinine, and urinary N-acetyl- B -D-
glucosaminidase (P<0.05). The hypercoagulability group also had a significantly higher proportion of children with a renal
pathological grade of III-IV, diffuse mesangial proliferation, capillary endothelial cell proliferation, or >25% crescent
formation (P<0.05). The multivariate logistic regression analysis showed that capillary endothelial cell proliferation and
glomerular crescent formation >25% were associated with the formation of hypercoagulability in children with IgAVN
(P<0.05). Conclusions The renal injury in IgAVN children with hypercoagulability is more severe, with greater than 25%
crescent formation and increased proliferation of glomerular endothelial cells being important contributing factors that
exacerbate the hypercoagulable state in IgAVN.  [Chinese Journal of Contemporary Pediatrics, 2024, 26(2): 164-168]
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