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Effects of fosinopril and metoprolol on cardiac remodeling and plasma levels of neu-

rohormones in heart failure patients

MEI Xia', ZHENG Xiang-ging', TIAN Ying’, LI Zhen-kui’, LUO Yu-hui', WANG Jiang’, ZHU Shan-jun’ (' Depart-
ment of Cardiology, Zhongshan Hospital, Chongqing 400013 ; * Department of Cardiology, Xinqgiao Hospital, Third Military Medical Univer-
sity, Chongqing 400037 ; *Department of Cardiology, General Hospital of Lanzhou Command, Lanzhou 730070, China)

Abstract; Objective To explore the effects of fosinopril and metoprolol on cardiac remodeling and the
plasma levels of angiotensin 11 (Ang1l ), endothelin-1 (ET-1) and nitric oxide (NO) in patients with conges-
tive heart failure(CHF). Methods A total of 80 patients with CHF were divided into 3 groups, fosinopril (20
mg/d) ,metoprolol (from 6.25 mg, twice a day to 100 mg, twice a day or the highest tolerant dose) and combi-
nation groups (as in single use ), and all were treated for 12 months. Electrocardiography including ejection
fraction (EF) and left ventricular end diastolic diameter ( LVEDD ) was carried out, and plasma levels of the 3
neurohormones were detected with conventional methods at admission and 12 months after the treatment.
Results Plasma levels of Ang Il , ET-1 and NO were decreased significantly in all groups. No significant
difference was seen between fosinopril and metoprolol groups, but the plasma levels was decreased remarkably ( P
<0.01) compared to fosinopril group but not metoprolol group; LVEF and LVEDD of all groups were improved
and especially in combination group. Conclusion  Fosinopril and mel.oprdlol can improve cardiac function, re-
verse cardiac remodeling and decrease the plasma levels of Ang Il , ET-1 and NO. Thus there may exist a syner-
gistic relation between sympathetic nervous system and renin-angiotensin-aldosterone system.
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