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[ Abstract] Ischemic heart disease (IHD) is one of the dangerous and severe disease. Recently,
mesenchymal stromal cells (MSCs) have been more popular in the treatment of IHD due to their
cardioprotective effect and low immunogenicity. The routes of MSCs transplantation for IHD therapy
include intramyocardial injection, coronary artery/vein injection, and intravenous injection. Intravenous
delivery is the least invasive and can be done multiple times. However, the problem of low homing
rate of targeted myocardium may lead to poor myocardial protection. How to improve the targeted
cardiac homing of intravenously injected MSCs is the key problem to improve the cardioprotection of
MSCs, and it becomes more popular at present. The paper summarizes the status quo of MSCs in IHD
treatment, research progress of the myocardial homing of intravenous MSCs, and the clinical application
of intravenously injected MSCs for IHD.
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