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[ Abstract ] Myocardial cells damaged by myocardial infarction, may lead to ventricular scar and remodeling,and these changes ulti-
mately lead to heart failure thereby threatening the lives of patients. Many research have focused on sufficient methods and treatment options
for this disease, because traditional therapeutic program such as medication, surgery, stent implants and even organ transplantation have their
shortcomings and can not provide sufficient protection. An increasing number of studies find that stem cells located in myocardial tissue are
different to myocardial cells and are capable of renovating the damaged myocardial cells,a concept previously thought to be impossible. Al-
though the findings of stem cell research provides a broad prospect for the treatment of various heart disease,there are many factors that can

affect the stem cell transfer to infarcted areas and whether it can be differentiated into functional myocardial cells. In this review, the regula-

tion of myocardial microenvironment and cytokines on myocardial stem cell will be discussed.
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Predicting Factors of Atrioventricular Block after Transcatheter
Aortic Valve Replacement
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[ Abstract ] Transcatheter aortic valve replacement( TAVR) is an effective therapy method for aortic stenosis patients intolerable surgi-
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