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Abstract: Objective To observe the changes of immunoglobulin and complement levels of children with Henoch-Schonlein purpura
(HSP) concurrent with streptococcal infection and explore the correlation between infection and HSP in humoral immunity. Methods

435 children with HSP were chosen and divided into two groups based on the ASO:78 cases in ASO positive group and 357 cases in
ASO negative group,with 30 healthy children as the control. The plasma immunoglobulin IgA,IgM,IgG and complement C3,C4 were
detected by automatic biochemistry analyzer. Results (1) Rates of streptococcal infection in children with HSP was 17.93% . Com-
pared with the HSP-ASO group,rates of arthralgia and the age were higher in the HSP + ASO group, however the rates of abdominal
pain, Henoch-Schénlein purpura nephritis ( HSPN) were similar in the two HSP groups; (2) Compared with the control and HSP-ASO
group, the levels of IgA ,IgG were significantly increased in the HSP + ASO group (P <0.05). The IgA,IgG of HSP + ASO group and
HSP-ASO group were with significant difference; (3) Compared with the control group and HSP-ASO group, the levels of C3,C4 were
significantly decreased in the HSP + ASO group (P <0.05) ,while no difference was found between the control group and HSP-ASO
groups; (4) The levels of IgM had no significantdifference in each group. Conclusion HSP children with streptococcal infection had

significant disorder in immunoglobulin and complement. The incidence of significant sequelae such as HSPN between patients with and

without streptococcal infection is no differ.
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