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Activation and secretion of peripheral blood lymphocytes in children
with Henoch —Schonlein purpura and the therapeutic effects of triptolide on them
XIA Zhi — qiang> LU Si —guang. GUO Wei
(Department of Pediatrics - Affiliated Hospital of Xuzhou Medical College: Xuzhou. Jiangsu 221002, China)

Abstract ; Objective To explore the activation and secretion of peripheral blood lymphocytes (PBLs) cultured from chil-
dren with Henoch —Schonlein purpura (HSP) and the effects of triptolide (TP) on them- Methods PBLs were cultured from 23
children with HSP and an equal number of healthy controls to test the effects of TP on them- The expression of CD3 and CDZ5
was assessed by flow cytometry. the IL—4 content in the supernatant of cultured PBLs was determined by ELISA. Results
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The percentage of CD3( +)CD25(+) cells and the level of IL—4 both were significantly higher ( P<<0.05)in the PBLs cul-
tured for O and 48 h from children with HSP than in those from healthy controls. After 48 h of TP treatment: the percentage of
CD3(+)CD25(+) cells and the level of IL—4 in the PBLs from HSP children were both decreased significantly ( p<<0.05).

Conclusion There exist multiple immune requlatory disturbances in the genesis of HSP- TP may exert its therapeutic effects by

inhibiting the enhanced activation and secretion of T cells in HSP patients-
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