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[ Abstract] The final area of myocardial infarction is closely related to myocardial ischemia reperfusion injury. Reducing myocardial
ischemia reperfusion injury can improve the prognosis of myocardial infarction patients. Inflammation plays an important role in myocardial
ischemia reperfusion injury. Timely elimination of inflammatory infiltration and spatially limiting the inflammatory and reparative reactions to
the myocardial infarction area is the key to achieving optimal healing of the infarction area. Foxp3 + regulatory T cells participate in regulating
various physiological and pathological immune-inflammatory reactions. After myocardial infarction, Foxp3 + regulatory T cells can promote the
regeneration and repair of myocardial tissue,accelerating the healing process of myocardial infarction. This article provides a systematic review
of the role of Foxp3 + regulatory T cells in myocardial ischemia reperfusion injury,aiming to deepen our understanding of their functions. This
may help design effective methods to control immune reactions and provide new potential treatment options for myocardial infarction.
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