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[ABSTRACT] Atherosclerosis and its associated complications are the primary cause of death in humans.  Aging is the
main risk factor for atherosclerosis, compared with any other risk factor.  After the age of 60 years, age dominates all other
risk factors in the risk prediction.  But the specific mechanism that contributes to the aging risk remains unknown. For
the past few years, the studies on correlations of stem or progenitor cells with disease made great progress.  The correla
tions of vascular progenitor cells with vascular disease are also paid more and more attention.  In 1997, Asahara reported,
for the first time, the isolation of putative endothelial progenitor cells (EPC) in the circulating blood.  These cells were a—

ble to differentiate into mature endothelial cells in vitro and to incorporate into sites of active angiogenesis.  This discovery
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led to a new era of vascular biology and a novel understanding of atherosclerosis and thromboembolic complications. A no-

vel concept for atherosclerosis risk implicates a lack of endothelial progenitor cell (EPC) -dependent arterial repair in the

development of atherosclerosis that is secondary to exhaustion of repair-competent EPC.

cell is one of the sources of smooth muscle cell derived foam cell.

And smooth muscle progenitor

This article focuses on the effects of progenitor cells on

atherosclerosis, especially on the correlations of endothelial progenitor cell, smooth muscle progenitor cell with atherosclero—

sis, and the differentiation of vascular progenitor cells.
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