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Effects of enalapril combined with valsartan on insulin resistance in patients with chronic congestive heart failure
Ma Jing s Hu Chunyan, Jiang Qingyuan ,Cai Zhenrong
(Department o f Cardiology , Nanhui Branch Hospital of Huashan Hos pital
Affiliated to Fudan University ,Shanghai 201300, China)

Abstract; Objective  To explore the effects of combination of angiotensin [[ receptor blocker(ARB) valsartan and angiotensin-
converting enzyme inhibitor CACEI) enalapril on the insulin resistance of patients with chronic congestive heart failure (CCHF).
Methods 150 patients with CCHF were randomly divided into combination treatment group(n=75) and control group(n=75). Pa-
tients in both groups were orally administrated with enalapril (5 mg once daily) ,and valsartan (80 mg once daily) was orally admin-
istrated only in patients in combination treatment group. The treatment period was set to 6 months in both groups. Fast blood glu-
cose(FBG) , fast insulin(FINS) , left ventricular ejection fraction(LVEF) of patients in both groups were detected before and after
treatment,and the homeostasis model assessment of insulin resistance(HOMA-IR) and insulin sensitivity index(ISI) were calculat-
ed. Results Compared with treatment before, FINS and HOMA-IR of patients in both groups significantly decreased while ISI
markedly increased after treatment(P<C0. 05) ,and the amplitudes of FINS, HOMA-IR decreasing and ISI increasing of patients in
combination treatment group were obviously higher than those in control group(P<C0. 05). LVEFs of patients in control group and
combination treatment group after treatment were (39. 543, 6) %, (41. 34 3. 5) %, respectively, which were significantly higher
than those before treatment [ (36.1£3.2)%,(35.943. 1) %, respectively] (P<C0. 05),and the amplitude of LVEF increasing of
patients in combination treatment group after treatment was markedly higher than those in control group(P<C0. 05). Conclusion
Combined administration of enalapril and valsartan can improve heart function and enhance insulin sensitivity, which reveals greater
effects than using enalapril alone.
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