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Experimental model of chronic heart failure resulting from

pressure overload in juvenile rats and its pathophysiological changes
ZHOU Kai , et al
(Department of Cardiology , College of Pediatrics , Chongqing Medical University)

[ Abstract) Objective : To make animal model of chronic heart failure(CHF)resulting from pressure overload in juvenile rats, and dis-
cuss its pathophysiology. Methods : The animal model of CHF was established by constriction of abdominal aorta. After four weeks of
operation, the high frequency ultrasonography, the hemodynamic study, the pathologic analysis of hearts were undergone, the cardiac
myocyte apoptosis,and serum contents of lipid peroxidation( LPO) and superoxide dismutase(SOD) were investigated. Results : Com-
pared with the sham — operated group, inner diameter, wall thickness of left ventricule, LVRW,RVRW, SBP,DBP,LVSP, LVEDP,
AI, LPO increased significantly( P<0.01~0.05)in CHF group. A significant decrease could be seen in EF,FS, + dp/dt,, —dp/
Aty » SOD. Conclusion : After 4 weeks of constriction of abdominal aorta, the juvenile rats have developed CHF, the ventricular remod-
eling, the myocardial apoptosis and oxidative stress may take part in the pathogenesis and progression of CHF.
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