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The experimential study of peripheral endothelial progenitor cells in patients with systemic lupus erythematosus

CHEN Xiao-qiang (Department of Dermatovenereology, the 161st Hospital of PLA, Wuhan,Hubei 430052, China)

Abstract; Objective To determine whether the number and function of endothelial progentor EPC are altered in patients with cells sys-
temic lupus erythematosus. Methods Thirty-three patients with SLE and 33 controls were analysed. Peripheral EPC was enumerated as
CD34 + /KDR + cell via fluorescence-activated cell sorter analysis. Additionally, EPCs were isolated and cultured in vitro for 7 days, then
EPCs proliferation activities were performed by MTT assay and migration activities were determined by modified Boyden chamber assay. Re-
sults CD34 +/KDR + cells were decreased in SLE(P <0.01). In addition, EPCs from patients with SLE are significantly damaged in
their proliferation( P <0. 01 ) and migration capacity compared with controls. Conclusions Our results suggest that the number and activities

of peripheral EPCs were lower in patients with SLE. It may reduce the ability to repair vascular damage and thus may trigger the development

of atherosclerosis in SLE.
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