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Changes in number and function of bone marrow-derived EPCs in atherosclerotic rats
CHEN Jian-fei, HUANG Lan, JIN Jun, WU Xiiln—ji!lg, LIU Lan, CUI Bin, ZHAO Cang ( Department of Cardiovascular Dis-
eases, Xingiao Hospital, Third Military Medical University , Chongging 400037, China)

Abstract. Objective To investigate the number and function of bone marrow-derived endothelial progeni-
tor cells (EPCs) in atherosclerotic rats, and study the role of EPCs in the development of atherosclerosis.
Methods Twenty rats were enrolled with atherosclerosis (n =10) and free from atherosclerosis (n =10).
Mononuclear cells were harvested from bone marrow and inoculated on the culture plate. Cytochemical analysis
was conducted after 7-day culture. EPCs were characterized as Dil-acL.DL/FITC-UEA-I double positive cell de-
tected by laser confocal microscopy. The migration function of EPCs was determined by Boyden chamber. The
adherent function of EPCs was determined by counting the number of reculiured EPCs. Results  The number
of EPCs was significantly reduced in the atherosclerotic rats. The functional activities of EPCs such as migration
and adhesion were also impaired in atherosclerotic rats. Conclusion  The reduction of the number and the hy-
pofunction of migration and adhesion in EPCs are correlated with the pathogenesis and development of athero-
sclerosis.
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