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Clinical analysis of neurological damage associated with IgA vasculitis in children
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Abstract Objective: To summarize the neurological damage caused by IgA vasculitis and explore the associated risk factors, treatment,
and outcomes. Methods: A retrospective analysis was conducted on 1 879 cases of IgA vasculitis admitted to Tianjin Children’s Hospital
between January 2016 and January 2022. Among these cases, 34 children with neurological damage were categorized into group A, while 72
cases without neurological damage were randomly selected for group B. Clinical manifestations, laboratory examinations, treatments, and
outcomes were retrospectively analyzed for both groups. Results: The incidence of IgA vasculitis—related neurological damage was found to
be 1.8%. A typical purpura rash was observed in both group A and group B. The incidence of gastrointestinal symptoms, gastrointestinal
bleeding, and rash was significantly higher in group A(97.1%,37.4% and 67.6% respectively ) compared to group B(72.2%,8.3%, and
40.3% respectively ,xy*= 9.571,9.895,6.922,all P< 0.05). However, there were no significant differences between the two groups in
terms of urine routine , microalbumin , transferrin , blood Ig levels, and fecal calprotectin (all P> 0.05). In group A children, 16
EEGs showed background activity slow waves, 15 neuroelectrophysiology tests indicated peripheral nerve damage,2 cases had head MRI
findings suggestive of posterior brain reversible encephalopathy syndrome,and 1 child had head MRI findings suggestive of venous sinus
thrombosis. All children in group A received glucocorticoid treatment, with 19 cases undergoing intensive treatment, 8 cases received high—
dose methylprednisolone pulse therapy, 15 cases received cyclophosphamide,and 10 cases were treated with intravenous gamma globulin
(IVIG),7 cases were treated with methylprednisolone pulse therapy combined with cyclophosphamide,and 5 cases were treated with
methylprednisolone pulse therapy combined with cyclophosphamide and IVIG. In group B,only 3 children received methylprednisolone
pulse therapy and 2 children were treated with cyclophosphamide,while 1 case received both treatments. The remaining 68 patients in
group B were only treated with conventional dose glucocorticoids or symptomatic treatment. Both groups showed improvement at discharge,
and no sequelae were observed during the follow—up in June. Conclusion: IgA vasculitis in children rarely causes neurological damage,and
those presenting with gastrointestinal symptoms, gastrointestinal bleeding, and rash occurring in atypical areasare more likely to experience
neurological damage.
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Tab 1 Comparison of general information and clinical characteris—

tics in children between the neurological damage group and
the non—neurological damage group[M( P, P+) ,n( % )]
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Tab 2 Comparison of laboratory examination indicators between
the neurological damage group and the non—neurological
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