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Induction of reverse remodeling via reconstruction of action potential by transplant
ation of Kvl1.3 transfected fibloblast in failured heart.
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The down-regulation of Ito channel in failure heart will prolong the action potent
ial duration and it accelerates the calcium over-load induced myocardial injury. This study aimed to induc
e reverse remodeling by removing this vicious circle via normalization of action potential. In our precedi
ng study, we tried to transfect Ito channel directly to the myocyte by using Kv4.2, Kv4.3 and KChIP2 trans
fection, but enough amount of exEression of these molecules myocyte could not be achieved, then we utilize
d fibroblast transplantation method in this study. We transfected Kv1.3+Kir2.1 into the fibroblast, then t
ried to transplant them into cardiac tissue. They will construct electrical connection to the myocytes and

the action potential will be shortened as well as decrease in calcium over-load in the failure myocytes.
In the recent protocol, we succeeded to transfect Kv1.3 to the fibroblast but the stable expression of Kir
2.1 was not achieved during the scheduled study period.
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