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The effect of hormone therapy on lymphocyte subsets in children with primary nephrotic syndrome
Zeng Lingli
(Paediatcs Department y Deyang People’s Hospital s Deyang s Sichuan 618000 ,China)

Abstract; Objective To explore the pathogenesis of primary nephrotic syndrome(PNS) in children by observing the changes of
lymphocyte subsets in peripheral blood before and after hormone treatment. Methods 47 cases of children with PNS were selected
including 31 cases of simple nephrotic syndrome(SNS) and 16 cases of nephritis nephropathy syndrome(NNS) , while 20 cases of
healthy children were selected as normal control group; Flow cytometry was used to detected the proportion of CD3" ,CD3" CD4 " ,
CD3"CD8" ,CD4" CD25" ,B cells and NK cells in peripheral blood before and after hormone therapy. Results
normal control group,the proportion of CD3" CD4" ,CD4" CD25" and NK cells in peripheral blood of children in SNS group and
NNS group significantly reduced before treatment(P<C0. 05 or P<C0. 01) , while the CD3" CD8" and B cells proportion significantly

increased (P<C0. 01). 28 patients(90. 32%) had been alleviated in SNS group,and 11 patients(68. 75%) had been alleviated in NNS

Compared with the

group after hormone therapy;compared with pre-hormone therapy, the proportion of CD3" CD8" and B cells of children with remis-
sion in SNS and NNS group were significantly decreased after treatment(P<C0. 05),CD3" CD4" ,CD4" CD25" and NK cells pro-
portion was significantly higher(P<Z0. 05 or P<C0. 01). Conclusion The pathogenesis of PNS in children may be relate to the de-
cline of CD37CD4" ,CD4" CD25" and NK cells,and CD3" CD8" and B cells’ increation, hormones plays a therapeutic effect by ad-
justing lymphocyte subsets proportion.
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