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Abstract

Schonlein purpura nephritis( HSPN) in children. Methods

Objective To explore the relationship between abnormal glycosylated immunoglobulin(Ig) Al and Henoch-
Forty children with Henoch-Schonlein purpura ( HSP) in HSP
group and twenty children with HSPN in HSPN group in the First People’s Hospital of Xiangyang City were selected from
March 2013 to May 2014 ,and forty healthy children were selected as control group during the same time. The serum inflamma-
tory and immunological indexes were compared among the groups. Results There was no significant difference in the levels of
serum white blood cell,C-reactive protein, complement 3,IgM and IgG in the three groups( P >0.05). The levels of serum
IgA ,IgA1 and abnormal glycosylated IgAl in HSP group and HSPN group were significantly higher than those in control group
(P <0.05). The levels of serum IgA ,IgAl and abnormal glycosylated IgA1l in HSPN group were significantly higher than those

in HSP group( P <0.05). Conclusions The level of serum abnormal glycosylated IgAl in children with HSPN increases sig-

nificantly. Abnormal glycosylated IgAl may be related to the occurrence of HSPN.
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