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Exploring the mechanism of IgA vasculitis pathogenesis through the interaction of
thrombin and inflammatory factors using urinary proteomics
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Abstract: Objective To explore the evidence, urinary biomarkers, and partial mechanisms of hypercoagulability
in the pathogenesis of IgA vasculitis (IgAV). Methods Differential expression of proteins in the urine of 10 healthy
children and 10 children with IgAV was screened using high-performance liquid chromatography-tandem mass
spectrometry, followed by Reactome pathway analysis. Protein-protein interaction (PPI) network analysis was conducted
using STRING and Cytoscape software. In the validation cohort, 15 healthy children and 25 children with IgAV were
included, and the expression levels of differential urinary proteins were verified using enzyme-linked immunosorbent
assay. Results A total of 772 differential proteins were identified between the IgAV group and the control group, with
768 upregulated and 4 downregulated. Reactome pathway enrichment results showed that neutrophil degranulation,
platelet activation, and hemostasis pathways were involved in the pathogenesis of IgAV. Among the differential proteins,

(W H D] 2023-11-30; [4%52 H 1] 2024-05-30

2

ﬁ_h

(BTl ] EEARRPEEEm ESH (82174187); WIRFHEAIHGEAATH (234200510028) 5 1] 44 H 252 F R ZE AT
H ( [2021] No.8); TAImg4 A faFEZs E 5 B I PRI T S B L300 (2022]DZX014) 5 ViR A F5 i 2Rk 52

SRHHRIRH  (STG-ZYXKY-2020008)
[FEH R | X8, 2o, SEarst.
LEfErEs ] #AA, &, TTEM, #¥2, Email: huangyanjie69@163.com,

+ 683 -



Vol.26 No.7
Jul. 2024

526 % 55 7
2024 47 A

o+ E 44 )UAH &

Chin J Contemp Pediatr

macrophage migration inhibitory factor (MIF) played a significant role in neutrophil degranulation and hemostasis, while
thrombin was a key protein in platelet activation and hemostasis pathways. PPI analysis indicated that thrombin directly
interacted with several proteins involved in inflammatory responses, and these interactions involved MIF. Validation
results showed that compared to healthy children, children with IgAV had significantly higher urine thrombin/creatinine

and urine MIF/creatinine levels (P<0.05). Conclusions Thrombin contributes to the pathogenesis of IgAV through

interactions with inflammatory factors. Urinary thrombin and MIF can serve as biomarkers reflecting the
hypercoagulable and inflammatory states in children with IgAV.
[Chinese Journal of Contemporary Pediatrics, 2024, 26(7): 683-689]
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WEREM ., Wt LIRS 2R R E A,
AHFFT A 2020 4F 10 H—20224F 10 H 7E T pg H =
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