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Summary Endothelial progenitor cells (EPCs) play a key role in vascular impairment and neovascularization.
EPCs differentiate into mature endothelial cells (ECs) or secreting cytokines to promote vascular self-repair and
angiogenesis. There are increasing researches demonstrate that the quantities and function of EPCs have a close re-

lationship with cardiovascular diseases (CVD) and suggest EPCs as the CVD's potential clinical biomarker. How-

ever, people still have controversies about it for lacking Standardized definition and identification of EPCs.
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Ventricular remodeling and Osteopontin
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Summary Ventricular remodeling is thought to be the pathological and physiological basis of constant pro-
gress of heart failure. Recent studies have shown that osteopontin is closely related to the occurrence and develop-
ment of ventricular remodeling. Understanding the relationship between ventricular remodeling and osteopontin,
has the vital significance for diagnosis and treatment of myocardial infarction, atherosclerosis, heart failure and

other cardiovascular diseases. This article will review the relationship between ventricular remodeling and os-

teopontin.
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