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Valsartan and captopril in interfering left ventricular
hypertrophy and some blood active factors in essential

hypertensive patients:a comparative research
PAN Haivan , ZHU Jianhua , GU Yong, NIU Hongyin, WU Weimin
Department of Cardiology, Affiliated Hospital of Nantong Madical College , Nantong 226001, China

[ Abstract] Objective To compare the interfering effects of valsartan , captopril or a combination of the wwo drugs
on left ventricular hypertrophy and fibrosis and to investigate the interfering mechanisms. Methods ~ Seventy-nine patients
with mild to moderate hypertension accompanied left ventricular hypertrophy were randomized into three groups: group
valsartan: valsartan 80-160mg qd, group captapril: captopril 25-50mg bid and group captopril + valsartan: captopril 12. 5-
25mg bid } valsartan 40-80mg gqd. The treatment lasted 8 months, Twenty age-matched healthy subjects served as a nor-
mal control group. The left ventricular size and lunction were evaluated with Doppler echocardiography before and alter
the therapy. The patients venous blood was obtained to examine angiotensin T (Ang [l },aldosterone( Ald) and serum car-
boxyterminal peptide of type- | procoliagen (P I CP) and aminoterminal peptide of type- [l proccllagen (PITNE). In ad-
dition,in 6 patients of each treated group the dynamic changes of indexes mentioned above were observed. Results The
three therapeutic regimens were egually effective in improving ventricular remodeling and diastelic function, but all did not
restore them to normal. Patients in group captopril showed continuous echocardiographic improvement and decrease in se-
rury PT CP and PII NP even after the Angll and Ald had reincreased. Conclusions D Valsartan. captopril or a combi-
nation of the two drugs all could prevent and reverse myocardial hypertrophy and fibresis and improve diastolic function in
essential hypertension, @ Valsartan or a combination of the two drugs had no significant superiority to captoprol in inter-
fering myocardial remodeling with short-term treatment. (3} In group captopril the ventricular remodeling continued to im-
prove even after the escape of plasma Ang [l and Ald appeared. Further studies are required to ascertain the exact mecha-
nisms of captopril in interfering myocardial rernodeling.
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