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[ Abstract |

which is mainly related to the secretion of vascular endothelial growth factor( VEGF) family cytokines, and plays an impor-

Vascular endothelial growth factor receptor 1 (VEGFR1) is a transmembrane transport receptor,

tant role in the formation of blood vessels, vascular endothelial cell migration and other basic life activities. In case of
cardiac ischemia/reperfusion injury, VEGFR1 can alleviate the injury by regulating oxidative stress, inhibiting cardio-
myocyte apoptosis and promoting vascular regeneration. This paper expounds the protective effect of VEGFR1 on cardiac

ischemia/reperfusion injury, in order to look forward to a more reasonable clinical application of VEGFR1 as a target in

patients with myocardial ischemia in the future and achieve better therapeutic effect.
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