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Effects of intravenous immunoglobulin and aspirin treatment on the functions of cir-
culating endothelial progenitor cells in children with Kawasaki disease

XU Ming-Guo, MEN Li-Na, ZU Ying, ZHAO Chun-Yu, MENG Xiang-Chun. Cardiovascular Center, Shenzhen Children's
Hospital, Shenzhen, Guangdong 518026, China ( Email: nihaomingguo@ yahoo. com. cn)

Abstract: Objective
functions of circulating endothelial progenitor cells ( EPCs) in children with Kawasaki disease (KD ) and possible
Blood samples were obtained in 10 children with KD before and 7 days after the treatment by IVIG

To study the effects of intravenous immunoglobulin (IVIG) and aspirin treatment on the

mechanisms. Methods
and aspirin. MTT method, modified Boyden chamber method and cell culture plate adhesion method were used to assess
the functions of EPCs, including proliferation, adhension and migration activities. The plasma levels of tumor necrosis
factor-oc (TNF-ot) and high-sensitivity C reactive protein ( hs-CRP) were also measured. Results The functions of
circulating EPCs 7 days after IVIG and aspirin treatment were significantly improved. IVIG and aspirin treatment
significantly reduced plasma TNF-a and hs-CRP concentrations. There was a significant linear regression relationship

IVIG

and aspirin treatment can improve the functions of circulating EPCs, possibly through reducing plasma concentrations of

between the reduced plasma TNF-« and hs-CRP levels and the increased functions of circulating EPCs. Conclusions

TNF-o and hs-CRP.
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