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Effect of metoprolol on myocardial cell apoptosis in rats with ISO-induced congestive heart failure
ZHAO Zhi-ming , GUO Han, ] IAO Dong-dong, et al.
(Department of Integrated Traditional Chinese and Western Medicine, Nanjing
General Hospital of Nanjing Military Region, Nanjing, Jiangsu 210002, China)

Abstract: Objective To explore the effect of metoprolol on myocardial cell apoptosis in rats with heart failure. Methods 60
male Sprague- Dawley rats were randomly allocated to the ISO- induced chronic heart failure group (n= 45) receiving two subcuta-
neous injections of 170 mg ISO per- kilogram of body and the healthy normal group (NOR group,n= 15) receiving two subcutane-
ous injections of 0. 25 mL normal saline. At 6-week, the left ventricular ejection fraction (LVEF) was measured by echocardiogram,
the remaining rats,with left ventricular ejection fraction<<45% , were randomly divided into two groups: control group(n=13),

"« d ',n=14),the drugs were given by gastric perfusion. At 18-week, then the hemodynamic pa-

metoprolol group (8 mg * kg
rameters were detected,including heart rate,left ventricular end diastolic pressure, LV systolic pressure, LVWI was measured after
LV morphopathological examination. The DNA fragmentation was detected by agarose gel electrophoresis method and the Bax.
cleaved caspase-9 and cleaved caspase-3 were detected by Western blot analysis method. Results (1) Compared with the NOR
group,the HR,LVEDP,LVWI and the DNA fragmentation Bcl-2, Bax, cleaved caspase-9 and cleaved caspase-3 in the myocardial
cells were significantly increased ( P<C0. 01 ). But LVSP and +dp/dtu.. and Bcl-2 were significantly decreased in the CON group.
(2)Compared with the CON group,the HR,LVEDP,LVWI and the DNA fragmentation Bcl-2, Bax, cleaved caspase-9 and cleaved
caspase-3 in the myocardial cells were significantly decreased. The LVSP and = dp/dtmax and Bcl-2., significantly increased ( P<<
0.01) in the metoprolol group. Conclusion Metoprolol can inhibit myocardial cell apoptosis,improve heart function and reverse
ventricular remodeling in rats with congestive heart failure.
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