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Animal experimental study on the mechanism of berberine in treating chronic heart failure

ZHANG En-hao,ZHONG Guo-qiang, LI Qing-jie ,HE Yan (Department of Cardiology, First Affiliated Hospital of Guangxi Medical
University , Nanning Guangxi 530021, China)

Abstract: Objective To investigate the mechanism of berberine in treating chronic heart failure. Methods The Sprague-Dawley
(SD) rat of experimental chronic heart failure (CHF) model was established by intraperitoneal injection of adriamycin 2. 8 mg/kg per week
for 10 weeks. The rats in CHF model (n =20) were divided into berberine treatment group (n =10) and CHF control group (n =10), and
10 randomly selected rats were as normal control group. The rats in berberine treatment group were given to berberine 21 mg + kg + d for
4 weeks while those in CHF control group and normal control group were administered with distilled water. Serum BNP and TNF-a were as-
sessed by ELISA ,iNOS gene expression was measured by real-time PCR. Results Serum BNP and TNF-a were significantly attenuated in
berberine treatment group compared with those before the treatment and those in CHF group (P <0.05). The iNOS gene expressions were
decreased in berberine treatment group compared with those before the treatment and those in CHF group (P <0.01). Conclusion The
mechanism of berberine in treating chronic heart failure was associated with the down-regulation of serum TNF-a and iNOS gene expression.
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