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Changes of T Regulatory Cells and Interleukin— 10 in Children with Prim ary N ephrotic Syndrom e before and

after Treatm ent A ssisted w ith Huaiyihuang Particles

ZHAO Cheng— guang YANG Yong— chang WU Yu— binn ZHANG Bo

(Deparment of Pediatrc Nephwlogy and Rheumatology Shengjng Hospial of China M edical Unwersity Shenyang 110004 Linoning
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Abstract Objective To investigate the changes of T regulatory(Treg) celk and IL.— 10 in children w ith prinary nephrotic syndrane
(INS) bebre and after treament asssledw ih huaiqhuang partic ks M ethods The cohort study consisied of 59 children w ih PNS who were
randan ly divided into group A (32 cases) and group B(27 cases). Goup A was treated with prednisone and huaijhuang particles wh ik
group B onlywas treated w ih predn sone Ten healthy children were sudied as the healhy contol goup(gmoup C). Flow cytan etric analysis
revealed the percentage of Foxp3® Treg i the perpheral blood mononuclear celk of all children before and after treatment and the mmber of
Foxp3' Treg cellw as cakuhted by wutine bbod test L.— 10 w as tested by enzme linked mmunosotbent assay. R esults 1 Foxp3 Treg
celk Before treameny the frequencies of Foxp3™ Treg celk( Foxp3' Treg/CD4 celk)w ere significantly reduced i chidrenwith PNS com—
pared w ih group C(P,< 0 01); A frer3 months treaeny the percentage ofFoxp3" Treg celk in goupA and group B were ncreased(P, <
0 01), butwere lov er than that n group C(P,< 0 01). There was no significant d ifference bew een group A and group B; The nunber of
Foxp3" Treg celk in groupA w as increased after3 months treament(P < O 01), butwas still bwer than hat in group C(P < 0. 01). No such
increase n the number of Foxp3” Treg cellwas observed when group B w as treated by prednisone(P> 0 05). 2 A significant reduction of
LL- 10 was obsewed fran children wih PNS i relapse and ran ssbn perbds compared w ih the healkhy controls(P < Q 05). The kvel of
L- 10 in group A afler treament was bwer than hat n the control group, neverheless itwas higher han hat n group B after teament
(P< 0 01). Canclusions The decrease of Foxp3™ Treg cellsand IL— 10 may play an inportantrole in the pathogenesi of PNS The inm u-
noregulation of huaighuang particles may can e nto effect hough elevating the number of Foxp3”™ Treg cells
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