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Protective Effect of Benazepril on Cardiac Function in Diabetic Rats. Wu Jiale, Mou Yun, Hu Shenjiang. Department of Cardiovascular
Medicine , Zhejiang College of Traditional Chinese Medicine, The Second Affiliated Hospital, Zhejiang 310005 ,China

Abstract Objective To examine the protective effect of Benazepril on cardiac function in diabetic rats. Methods Diabetic model
was induced in rats by intraperitoneal injection of streptozotocin( STZ). The successful model of diabetic rats were randomly divided into
diabetic group and benazepril group. The control group were rats that were not injected with STZ. Ratsin the control group and diabetic
group were fed with tap water by gavage and the benazepril group with benazepril powder dissolved tap water. After 8 weeks, cardiac ultra-
sound was used to measure left ventricular end diastolic diameter (LVIDD) , left ventricular end systolic diameter ( LVIDS) , ejection frac-
tion (EF), left ventricular fraction shortening (FS). And left ventricular peak pressure (LVSP), left ventricular end diastolic pressure
(LVEDP) , maximal rates of pressure development and decline were measured by ventricular intubation. And heart weight index was also
measured. Results Echocardiography showed: that in the diabetic group compared with the control group, LVIDD, FS, EF were sig-
nificantly decreased. Compared with the diabetes Group, LVIDS of benazepril group was significantly decreased, EF, FS were significant-
ly increased. Hemodynamics showed: in the diabetic group, compared with the control group, + dp / dt was decreased significantly. And
LVSP, LVEDP, - dp/dt showed no significant differences. Compared with diabetes group, + dp / dt of benazepril group increased sig-
nificantly. But LVSP, LVEDP, - dp/dt showed no significant differences. Compared with the control group, the heart weight index sig-

nificantly increased. Compared with diabetic group, the heart weight index of benazepril group showed no significant differences. Conclu-

sion Cardiac insufficiency was found in STZ - induced diabetic rats at eighth week. Benazepril showed a protective effect in the cardiac

function of diabetic rats.

Key words Benazepril; Diabetes mellitus; Rat; Cardiac function
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