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Research progress in establishing myocardial ischemia-reperfusion
injury model*

Zhao Yuan-bin, Hu Long-long, Yu Zuo-zhong, Chen Yang, Yang Ren-qiang
(Department of Cardiology, the Second Affiliated Hospital of Nanchang University,
Nanchang, Jiangxi 330006, China)

Abstract: The establishment of myocardial ischemia-reperfusion injury model is the basis of myocardial

ischemia-reperfusion injury research. It is particularly important to establish stable and efficient animal and cell
models. At present, myocardial ischemia-reperfusion injury model can be divided into in vivo model of ligation of
animal anterior descending coronary artery, animal heart perfusion device and in vitro model of cell hypoxia
reperfusion. However, there are still some problems in model construction, such as low success rate and poor
repeatability. Consequently, this paper summarizes and reviews the construction and improvement methods of this
model based on recent studies, providing new ideas and directions for the construction of a more stable model.
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