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Effects of carvedilol on treating heart failure due to ischemic heart disease and on sup-

pressing oxidative stress in rabbits
MIAO Ya, YANG Xin-guos WANG Yuxia (Department of Cardiologys Fourth Military Medical University, X{ an 710038 China)

Abstract: Objective To study the effects of carvedilol on the treatment of heart failure resulting from ischemic heart disease and inhibition of
oxidative stress. Methods A total of 16 rabbits were divided into 3 groups, that is, sham control group (#=15), untreated post— myocardial in-
farction (PMD) group (n=15), and a carvedilol group(n=6). The left circunflex artery in the rabbits were ligated to establish the animal model of
(Myooardial infaraction. MI) while the sham control group were not ligated. The animals of cawvedilol group were treated with carvedilol. After 60—
70 d hemodynamic function (LVEDP and LVPSP), aswell as plasma contents of lipid peroxide (MDA), superwxide dismutase (SOD), glutathione
peroxidase (GSH-PX), and atrial natniuretic peptide (ANP) were assessed in all animals. Results (1) MDA in the plasma of the untreated PMI
group was increased and SOD, GSH-PX were decreased compared with those of the other wo groups ( P<_ 0. 05). There was no difference beween
the sham control group and the carvedilol group. (2) The heart function of the carvedilol group and the sham control group were supetior to that of
the untreated PMI group. LVEDP of the untreated PMI group were higher than the sham control group ¢ A< 0.05). LVPSP were lower and the ANP
of plasma were higher in the untreated PMI group than the other 2 groups (P<0.035). Conclusion Heart failure due to ischemic heart disease,
and the activity of oxidative free mdical can be attenuated by cawedilol which can block the vicious cyce of oxidative stress in ischemic heart dis-
ease and heart failure.
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Tab 1 Plasma levels of MDA, SOD. GSH-PX in 3 groups(xX £s) ° ’
Group n  MDAGmol°mlI™D)  SODMNuwml ™D  GSHPXmol’s D ’
Untreaed PML 5 3.1610.72 168. 90T 1. 90 170.651 34.62 s OFR
Shanrcontol 5 2.0310.43%  207.61+7.44  244.51+3.86a
Canedilo] 6 1.994+0.300 201 45+5.76* 20575+ 26.66° T ’ ’
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Tab2 Comparison of hemodynamic parameters and ANP of plasma
in 3 groups(x *+s)

Goups n LVEDP(mmHg) LVPSP(mmHg) ANP (pg°ml— 1)
Untreated-PM 1 5 5.40+2.88 97.00113.73 142. 461 15.08
Sham- control 5 1.80+1.48 122.20+9. 812 123.54+8.032

Carvedibl 6 2.33+1.86 112.50+ 6. 74 124.79+ 10. 722
a: P<0.05 vs untreated-PMI group
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