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Alteration in gene expression of the rapid-delayed rectifier potassium channel after acute myocardial infarction
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Abstract : Objective
nel KCNH2 and KCNE2 mRNA in infarcted marginal zone after myocardial infarction (MI) in pigs. Methods

To investigate the changes and significance of the expression of the rapid-delayed rectifier potassium chan-
The pig model of
AMI was established by ligating left anterior descending coronary artery for 2 h,and the survival porcine were enrolled into post-MI
group. 24 h after surgery, using semi-quantitative reverse transcriptase polymerase chain reaction (RT-PCR), KCNH2 and KC-
NE2mRNA were measured respectively in endocardium(Endo) , midcardium (Mid) and epicardium(Epi) of border zone. Besides, the
The mRNA of KCNH2 and KCNE2 were similar in endocardium
(Endo) ,midcardium (Mid) and epicardium(Epi) in sham group. Compared with the sham-group, KCNH2 mRNA in all the three

sham-operation group (sham-group) was established. Results

layers of border zone in AMI group remarkably reduced respectively (P<C0. 05) .and there were significant differences among three
layers(P<C0. 05) , while the mRNA of KCNE2 was similar among three layers(P>>0. 05). Conclusion The heterogeneous downreg-
ulation of KCNH2mRNA expression may be one of the molecular mechanisms that are able to cause ventricular arrhythmias after a-
cute myocardial infarction.
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