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Action of C-Kit" Cardiac Stem Cells in Myocardial Repairment
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[ Abstract ] End-stage coronary heart disease is caused by the loss of function of myocardial cells in large quantities resulting in direct

irreversible damage and manifested into heart failure. As C-Kit" cardiac stem cells (C-Kit* CSCs) have been reported to differentiate into

myocardial cells,the basic and clinical research has focused on transplanting C-Kit " CSCs to the myocardial lesions to promote the repair of

myocardial cell. Although many problems remain unsolved, this focus has developed a new direction in the research of cardiac treatment. In

this paper, we reviewed the C-Kit receptor and its ligand, C-Kit " CSCs and their actions in myocardial repair as well as relevant limitations.
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