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[Abstract] Objective: To investigate the effect of resveratrol on ventricular arrhythmias in rats
after myocardial infarction and the potential mechanisms. Methods: Twenty-four SD rats were
randomly divided into myocardial infarction group (n# = 12) and resveratrol group (n = 12) after
successful establishment of myocardial infarction, and another 12 rats served as sham operation group
which were not ligated in the same part of heart. Resveratrol group was given a dose of 10 mg/(kg * d)
resveratrol, while MI group and sham group received 5% sodium carboxymethyl cellulose gavage. Four
weeks after MI, electrophysiologic examinations were conducted. Immunohistochemistry and Western
blot were used to determine the expression of connexin43(Cx43), and the levels of interleukin (IL)-18,
tumor necrosis factor (TNF)-a were detected by ELISA. Results: Compared with sham operation
group, the expression of Cx43 were remarkably lower, the levels of IL.-18 and TNF-« were much higher,
and the prevalence of ventricular arrhythmias was significantly higher in MI group, with lower threshold
of ventricular fibrillation (P<C0. 05 for all). Compared with MI group, the expression of Cx43 were
remarkably higher, the levels of IL.-18 and TNF-a were much lower, and the prevalence of ventricular
arrhythmias was significantly lower in resveratrol group, with higher threshold of ventricular fibrillation
(P<C0. 05 for all). However, there were still significant differences in these parameters between

resveratrol group and sham operation group (P<Z0. 05).  Conclusion: Resveratrol can effectively reduce
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the incidence of ventricular arrhythmias in rats with myocardial infarction, possibly by improving the

expression of cardiac Cx43 and reducing inflammatory reaction.
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