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The correlation between peripheral endothelial progenitor cells levels and the intima-mediathickness of carotid
artery in patients with systemic lupus erythematosus
CHEN Xiao-giang ,ZHU Xiu-li( Department of Dermatovenereology, The 161st Hospital of PLA , Wuhan, Hubei 430052, China)

Abstract; Objective To investigate the correlation between peripheral endothelial progenitor cells ( EPC) levels and the intima-media
thickness (IMT) of carotid artery in patients with systemic lupus erythematosus( SLE). Methods Peripheral EPC was enumerated as CD34
+/KDR + cell via fluorescence-activated cell sorter analysis,and the IMT of carotid artery was measured, respectively in 40 SLE patients and
20 controls. The patients with SLE were divided into two subgroups according to IMT=1.0 mm and IMT <1.0 mm. Results The number of
EPC was decreased in SLE,P <0.01. In addition, The number of EPC in the IMT=1.0 mm subgroup was observed lower than that in the
IMT < 1.0 mm subgroup, P <0.01,the number of EPC was negatively related to the IMT in patients with SLE(r = -0.494,P =0.006).
Conclusions Premature atherosclerosis exists in SLE patients, there is a correlation between peripheral EPC level and the IMT of carotid ar-

tery. The decrease of EPC may be an important factor of the SLE induced atherosclerosis.
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