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Preliminary study on change in number of endothelial progenitor cells in peripheral blood of systemic scleroderma patients”

Zhou Peimei' sLu Yonghong' , Xiong Xia® ,Yao Liping® .Gu Langiu' .Shu Yu' ,Chen Qianming' ,Wu Bo'
(1. Department of Dermatology sChengdu Second People’s Hospital ,Chengdu,Sichuan 610017 ,China
2. Department of Dermatology A f filiated Hospital s Luzhou Medical College s Luzhou.Sichuan 646000 .,China)
Abstract : Objective

systemic scleroderma(SSc) patients. Methods

To analyze the change of number of the endothelial progenitor cells(EPCs) from peripheral blood (PB) in
20 female patients with SSc in the rheumatism and immunology department of our
hospital from November 2010 to June 2011 were selected as the experimental group and 20 healthy females with physical examina-
tion were as the control. 20 ml. PB was collected for isolating mononuclear cells(MNCs) by the density gradient centrifugation
method,and EPCs were identified by analysis of both the fluorescence expression of CD34 and CD133,or both CD133 and VEG-

FR2. The number of EPCs was flow-cytometrically determined. Results

Compared with the control group,the positive expression

rate of EPCs was significantly reduced in the patients of the experimental group (3.1841.97) % vs. (20.56+4. 37) % , P<<0. 05.

Conclusion The number of EPCs is significantly reduced in SSc patients.
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