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Advances in improving the survival rate of transplantation of endothelial

progenitor cells in the treatment of ischemic cardiovascular diseases
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Abstract: Ischemic cardiovascular diseases such as myocardial infarction have pathological basis of endothelial cell
injury. Transplantation of endothelial progenitor cells (EPCs) into ischemic tissue can effectively promote the repair
of damaged blood vessels and neovascularization, which provides a promising therapeutic strategy. Due to the harsh
conditions of ischemic tissue, such as ischemia and hypoxia, nutrient deficiencies, and high-fat environment, most
of the transplanted EPCs can not survive. In order to solve this problem, the researchers conducted a large number
of clinical trials and studies to explore a variety of methods to improve the survival rate of EPCs transplantation:
targeting EPCs with cell protective media, pretreating EPCs with drugs (natural compounds, hormones, etc.),
combined therapy with other stem/progenitor cells or supporting cells, scaffold strategy of biomaterials, and virus-
mediated genetic modification. This article mainly reviews the methods for improving the survival rate of
endothelial progenitor cells transplantation.
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