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Mechanisms of Qishen Granules on Heart Failure Rats by Regulating Oxidative Stress
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(1 School of Chinese Medicine, Beijing University of Chinese Medicine, Beijing 100029, China;
2 School of Life Sciences, Betjing University of Chinese Medicine, Beijing 100029, China)
Abstract Objective: To study the effect and mechanisms of Qishen granules (QSG) on heart failure rats based on oxidative
stress. Methods ; Heart failure rat model was established by ligation of left coronary artery (LAD). Rats were randomly divided in-
to four groups including sham group, model group, QSG group and Fosinopril group. The pathological changes of heart were as-
sessed by Hematoxylin-Eosin ( HE) and Masson's staining. Real-Time PCR and Western blot were respectively used to detect the
mRNA and protein levels of p47""* and RACI, the key molecules in oxidative stress in each group. Results; HE and Masson's
staining showed that the myocardial cells of rats in model group were disorderly arranged, and a large number of inflammatory cells
were infiltrated in the interstitium. The collagen was excessively accumulated and the fibrous tissue was proliferated. On the con-
trast, the myocardial cells of rats in QSG and sham group were arranged in an order way and the collagen deposition was hardly ob-
served. Real-Time PCR ( RT-PCR) and Western blotting results showed that mRNA and protein levels of p47"™* and RACI were
increased in the model group, and QSG could significantly inhibit the expression of them. Conclusion:QSG may improve the heart
function of heart failure rats induced by left anterior descending artery ligation, and its mechanisms is probably related to the inhi-
bition of oxidative stress.
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