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[ Abstract ]  Circulating endothelial progenitor cells (EPCs) derived from bone marrow are capable of endocrine,
reendothelialization of injured blood vessels and neovascularization of ischemic lesions; besides, they also play a major role in the
pathogenesis of atherosclerosis. However, the number and functions of circulating EPCs are greatly declined in patients
suffering from cardiovascular diseases. Functions of EPCs are associated with not only pathophysiological factors such as aging,

hypertension, diabetes and hyperlipidemia, but also personal lifestyle such as exercise, body weight and smoking, which

directly influence the development of cardiovascular diseases. In this review, we mainly focus on the relationship between EPCs

and cardiovascular risk factors and the potential roles of EPC therapy for cardiovascular diseases.
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Fig 1 Morphology of early-growth and

out-growth EPCs of human'*]
EPCs were isolated from human peripheral blood after 4 days (A) and
4 weeks (B) culture with endothelial growth medium-2 (EGM-2, Clo-
netics, USA). Original magnification; X 40. The figure was adapted

from papers published by He et al. [56]
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Fig 2 Activation of whole-cell K™ currents
of human early-growth EPCs by arachidonic acid
A: Whole-cell K" currents and the current-voltage relationship were
obtained from human early-growth EPCs 4 days after isolation and
culture with EGM-2. B: The time course of K* channel activity of hu-
man early-growth EPCs was illustrated in response to 1 pmol/L. AA and 2

mmol/L 4-AP (from Dr. Lu’s unpublished data)
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