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Efficacy evaluation of carvedilol in the treatment of severe congestive heart failure

CAI Zhao bin' , ZHENG Liang rong2(1 . NO.4 Hospital of Hangzhou, Hangzhou 310002, China;2.NO.l Affiliated
HOSpital of Zhejiung University , Hungzhou 310006 , China)

ABSTRACT :OBJECTIVE To evaluate the efficacy of carvedilol ( third generation g receptor blocker) in the treat ment of severe con-
gestive heart failure. METHOD 33 cases of severe congestive heart failure were divided into 2 groups randomly. The patients of
carvedilol groups ( n=17) were treated with carvedilol and routine therapy of heart failure . Carvedilol began with 2.5 ~5mg Bid and
increased successively to 20 mg Bid within the permitting dosage after 2 ~ 4 weeks, the whole course lasted for 3 months. The control
groups ( n=16) only received routiue therapy of heart failure . RESULTS After treatment, the ventricular function of carvedilol
group improved significantly, according ‘to heart rate, cardiac stroke volume, ejection fraction and systolic pressure of pulmonary
artery . And in carvedilol group, the cardiac stroke , cardiac output, ejection fraction and systolic pressure of pul monary artery were

significantly different from those of control group . CONCLUSION ' Carvedilol is effcetive and safe in the treat ment of severe conges-

tive heart failure .
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Tab1 Comparison of blood pressure and heart rate bet ween the

control group and carvedilol group ( x £s)
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HR(IK/ min)  97.4%9 .6 92.4%7.1 93.548.1 702453
SBP(kPa)  17.15%3.07 15.48%2.61 16.35%3.37 12.33+1 .47
DBP(kPa)  10.72%1 .83 11.03%1 .61 11.33%2.0 8.67%1.627
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Tab2 Comparison of the function of the heart between the

control group and carvedilol group ( x £ s)
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