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Experimental study of protective effect of cationic liposome mediated transfecting human Akt gene

into cardiac myocytes against ischemia/reperfusion in vitro
Zhang Lin' ,Li Dongye'® ,Zhu Hong* , Xu Tongda® ,Chen Dan'
(1. Institute o f Angiocardiopathy, Xuzhou Medical College , Xuzhou, Jiangsu 221002 ,China;2. Department o f

Cardiology,Af filiated Hospital of Xuzhou Medical College , Xuzhou, Jiangsu 221002 ,China)
Abstract:Objective To explore the effect and mechanism of transfecting human Akt gene against ischemia/reperfusion (I/R)
in cardiac myocytes in vitro. Methods Cardiac myocytes from new born Sprague-Dawley rats were isolated and cultured in vitro and
were randomly divided into five groups:control group,ischemia/ reperfusion(I/R)group, Akt group,vehicle control group and Akt
blockade group. The levels of lactate dehydrogenase(LDH)and the cell activity in the medium were tested. The expression levels of
Akt.HIF-1¢ protein were measured by Western blot. Results In comparison with I/R group. Vehicle control group and Akt block-

ade group,the levels of LDH in Akt group were significantly decreased( P<C0. 05) , together with higher cell activity(P<Z0. 05) with

the highest protein expression levels of Akt and HIF-1awere found by western blot(P<C0. 05). Conclusion

Transfecting plasmid

Akt gene reduces injury in cultured cardiomyocytes against I/R and shows protection effects on ischemic heart disease.
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