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Abstract: Enhanced external counterpulsation (EECP), offers a potential role in regulation of vasoprotective
cytokines and growth factors by crealing the double-pulse flow during counterpulsation, speeding velocity, as well as
promoting shear stress to injured endothelial cells, which profoundly contributes to atherosclerosis. In this article we
reviewed 10-year EECP studies in our lahoratory into several fields including the special hemodynamic features,
impact on some circulating cylokines and growth factors in patients with coronary heart diseases and experimental

animals. EECP, alone and in combination with other approaches, may serve as an important non-invasive method to

restore endothelial dysfunction. Further investigations are needed for EECP to clarify its biological mechanism and

signal pathways.
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