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[Abstract] Objective To study the Effects of sevoflurane on arrhythmia and electrophysiology
during the global ischemia-reperfusion in isolated rat hearts. Methods Twenty-four healthy SD male
rats, weighing 280 - 320 g, were randomly divided into three groups after successful preparation of
langendorff isolated heart perfusion model and 15 min perfusion and balance of K-H fluid. In the con-
trol group (group C). K-H fluid was continuous perfusion for 105 min. In the ischemia - reperfusion
group (group IR), K-H fluid was stopped after continuous perfused and balance for 15 min and
cardiac arrest was induced for 60 min with the injection of Thomas solution (4 ‘C, 20 ml/kg) while
the heart was protected in a low temperature Thomas solution (4 °C) around it. Reperfusion of
Thomas solution (4 °C, 10 ml/kg) was performed for 30 min and the heart was resuscitated by the
perfusion of K-H fluid for 60 min. Sevoflurane group (group Sev), K-H f{luid contained 1. 0 MAC
sevoflurane and other procedures were the same as in group IR. The development of arrhythmia, time
for restoration of spontaneous heart beat and duration of arrhythmia were recorded during the period
of reperfusion. HR, MAPS including time course (MAPD;, or MAPD,,) of endocardium and epicar-
dium was recorded at the time of balance perfusion for 15 min (T,), continuous perfusion for 15 min
(T,), reperfusion for 15 min/continuous perfusion for 105 min (T,) and reperfusion for 30 min/con-
tinuous perfusion for 120 min (T;), transmural dispersion of repolarization (TDR) was calculated.
Results Compared with T, and T, , HR in group IR was slower at T, and T; (P <C 0. 05) ; compared
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with group IR at T, and T3, HR in group Sev was higher (P < 0. 05); compared with group IR at
T, and Ty, MAPD,, in group Sev was shorter, and TDR in group Sev was decreased (P <C 0.05);

compared with group IR. time for restoration of spontaneous heart beat and duration of arrhythmia

were shorter in group Sev (P < 0. 05). Conclusion Sevoflurane can decrease MAPDy, and TDR, and

thendecrease the risk of arrhythmias, shorten the time for restoration of spontaneous heart beat and

duration of arrhythmia.
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