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Expression level of cardiotrophin-1 and its response to Benazepril intervention in
rats with pressure overload-induced cardiac hypertrophy
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Abstract: Objective To investigale the changes ol cardiotrophin-1 ( CT-1) expression in rats with pres-

sure overload-induced cardiac hypertrophy, and the effects of benazepril on this expression and the concerned

cardiac hypertrophy.

orta and divided randomly into hypertrophied group (LVH, n =7) and benazepril intervention group( Ben,

Methods The model of pressure overload was established by constriction of abdominal a-

n=

7, benazepril 1mg « kg™ + d~' orally)2 weeks later. A sham-operation group (Sham, n =7) served as con-
trol. Blood pressure and left ventricular mass index ( LVMI) were investigated after 3 weeks’ treatment. Ang Il

level in myocardium was measured by radioimmunoassay.

The mRNA level of CT-1 was examined by RT-PCR.

Results  Compared with the sham group, blood pressure and LVMI in LVH group were increased significantly

(P<0.05),
could decrease blood pressure, LVMI,
Conclusion

and Ang [l level and CT-1 mRNA expression were enhanced significantly (P <0.01).
Ang [l level and the CT-1 mRNA expression (P <0.01) significantly.

Benazepril

The over-expression of CT-1 may play an important role in cardiac hypertrophy, and benazepril

can decrease its expression and inhibit cardiac hypertrophy.
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