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[Abstract] There are many pathological bases of endothelial cell injury in cardiovascular diseases. In the treat-

ment of cardiovascular diseases based on this, the application of endothelial progenitor cells (EPCs) plays a key role. As

the main component of angiogenesis, transplantation of EPCs to the injured site can effectively promote vascular repair

and re-endothelialization. The SDF-1a/CXCER4 axis refers to a pair of coupled molecules composed of stromal cell-de-

rived factor 1 and its receptor CXCR4 that can affect cell proliferation, movement, growth, homing and other biological

behaviors. According to different concentration gradients of SDF-1¢, it can effectively regulate the proliferation and ad-

hesion functions of EPCs to achieve therapeutic effects. This article summarizes the current research results and reviews

the research progress of SDF-1a/CXCR4 axis in cardiovascular diseases.
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