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Establishment of model of isoprenaline-induced chronic heart failure in rats”

Luo Shike ,Li Ping” ,Cheng Xiaoshu
(Department of Cardiovascular Medicine ,Second A f filiated Hospital ,
Nanchang University s Nanchang, J iangxi 330006, China)

Abstract: Objective  To establish the model of isoprenaline(ISO)-induced chronic heart failure(CHF) in rats and to perform its

1

evaluation. Methods 70 male SD rats were divided into four groups,normal group (n=10),2.0 mg *« kg~' « d”! group (n=20),

'« d™! group (n=20). HF was induced by subcutaneous injections of ISO

2.5mg kg '+ d ! group (n=20) and 3.0 mg * kg~
with different doses for 4 weeks. Meanwhile, the control group was established by subcutaneous injecting same volume of normal sa-
line. Four weeks later, the rat survival rates were compared, the cardiac function tests were performed by using Doppler echocardio-
graphy procedures and detected BNP, the heart weight/body weight ratio. Results The survival rates of high to low dose injection
group were 30%,90% and 100%. Compared with control group,the LVEDD, LVESD, BNP and heart weight/body weight ratio
were significantly increased (P<C0.01),LVEF and FS were decreased (P<C0. 05). In the control group,the more ISO was injected,
the higher were LVEDD, LVESD,BNP and heart weight/body weight ratio(P<C0. 01), meanwhile the lower were LVEF,FS(P<C
0. 05). Conclusion The CHF model induced by subcutaneous injecting ISO is a simple and convenient method. Although the cardic

'« d',the survival rate is also lower than other groups. 2.5 mg « kg™ ' » d 'ISO is a reliable

function is much worse in 3 mg « kg~
dose for establishing the CHF model.
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x1 IAXRMBASESRAAMAR-EEFTOIBELLE (L)
21 51 n LVEDD(mm) LVESD(mm) LVEF(%) LVFS(%)
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Xf B2 10 4.624+0.38 2.6240.07 81.00+3.87 48.00+3.16
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