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The effect of Aliskren on the treatment of metabolic remodelling of failing heart
Luo Shike , Zhou Xufeng® , Xie Dongming
(Second Department of Cardiovascular Medicine sthe First A f filiated Hospital of Gannan
Medical College ,Ganzhou, Jiangzxi 341000, China)
[Abstract] Objective To explore the effect of Aliskren on the treatment of metabolic remodelling of failing heart. Methods
40 male SD rats were randomly divided into four groups,normal group,ISO damage group (it adopt celiac injection to copy the ani-
mal heart failure model) , BH(Benazepril, BH) protect group (on the base of the animal heart failure model, we gave the BH to the
rats in the form of intragastrically) . AL(Alickiren, AL) protect group(on the base of the animal heart failure model,we gave the AL
to the rats in the form of intragastrically) ,the intervention time was 4 weeks. Four weeks later, survival rates were compared, HE
staining were used to evaluate inflammatory infiltration and the form of myocardial cell, the cardiac function tests were performed by
Doppler echocardiography procedures and detected PRA, Ang [[ , heart weight/body weight ratio, the myocardial protein expression
of MMPs and TIMP (Western blot) were determined.,the result of MMPs/TIMPs was calculated. Results In the above the three
groups,we can see the obese myocardial cell, the ISO group pathological myocardial injuries and hypertrophy were observed under
light microscope; compared with the ISO group and BH group, the indexes (pathological myocardial, heart weight/body weight rati-
0,the chroma of PRA and Angll ) of AL group were significantly decreased (P<C0. 01). Conclusion In the developing process of
chronic heart failure, Alickiren could decrease PRA and inhibit RAAS system sufficiently,and it has advantage in improving cardic

function and inhibiting ventricular remodelling.
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