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What is the physiological role of cardiac stem cells ?
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i i Accumulating evidence suggests the presence of so called "cardiac stem cells”. How
ever, physiological role of cardiac stem cells are not known yet. In this study, we tried to establish a m

ouse model that can induce Cre/LoxP recombination only in cardiac stem cells which express both c-kit and
alpha MHC (aMHC). We have successfully established a transgenic mice which express Cre gene with nuclear 1
ocalization sequence under the control of inducible aMHC promoter. By crossing with another transgenic mic
e which express tTA (tetracycline transactivator) or rtTA (reverse tTA), we can induce Cre/LoxP recombinat

ion exclusively in a specific type of cardiomyocytes, such as pacemaker cells, ventricular cells, and card
iac stem cells.
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