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Changes and bisoprolol effects on Ca’* current of ventricular myocytes after myocardi-

al infarction in rabbit
LIU Bing, ZHANG Rong-qing, WANG Hai-chang, GUO Wen-yi, CHENG He-xiang, XU Kai, JIA Guo-liang (Department of
Cardiology, Xijing Hospital, Fourth Military Medical University, Xi’an 710032, China)

Abstract: Objective To investigate the changes of L-type Ca’* current (1, ) of ventricular myocytes after 3-
week myocardial infarction and effects of bisoprolol. Methods ~ Sixty-five healthy rabbits, weighing 1.8 - 2.5 kg,
were divided into 3 groups: myocardial infarction (MI), bisoprolol (3-B), and sham operation (Sham) . Single ven-
tricular myocytes from rabbits of 3 groups were isolated using modified Langendoff perfusion and soaked with collage-
nase. I, of isolated rabbit ventricular myocytes was investigated by using whole-cell path-clamp technique. Results

The peak level of 1., in MI group was significantly higher than sham group (2.19 +0.84 »s 1.57+0.56, P <
0.05) . There was of no significant different between sham group and 3-B group (1.78 +0.53). After the current
was normalized 1o membrane capacitance, the average current density was no significantly difference among 3 groups.
The | - V curves showed a typical bell-shaped configuration. Conclusion  Bisoprolol could reduce the changes of
li,, of ventricular myocytes from noninfarcted region.
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