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Abstract: Objective To study the protective effects of matrine against cardiac injury induced by doxorubicin in rats and explore its
mechanism. Methods SD rats were randomly divided into control group, model group, and matrine (25, 50, and 100 mg/kg) groups,
and each group had 20 rats. Rats in model group were ip administered with Adriamycin Injection 2.5 mg/kg, once per week,
cumulative reach to 15 mg/kg, and treated for 10 d to establish cardiac injury model. Rats in control group were ip administered with
equivalent normal saline. Rats in the matrine groups were ip administered with Matrine for injection 25, 50, and 100 mg/kg 2 d
before models were established, and treated for 5 d. Pathological changes of cardiac muscle cells in rats were observed. The serum
levels of CF6 were detected by enzyme-linked immunosorbent assay, and activities of Na'-K'-ATPase and Ca?’-ATPase were
detected by electromicroscope. Activities of GSH-px and SOD, and contents of MDA were determined by corresponding kits.
Results Myocardial tissue swelling, muscle and interstitial hemorrhage in the matrine groups were significantly reduced. Compared
with the model group, serum levels of CF6 in the matrine groups were significantly decreased (P < 0.05), and activities of Na'-K -

ATPase and Ca*"-ATPase in mitochondrion of the matrine groups were significantly increased (P < 0.05). Compared with the model
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group, activities of GSH-px and SOD in myocardial tissue of the matrine groups were significantly increased, contents of MDA were

significantly decreased (P < 0.05). Conclusion Matrine has protective effects against cardiac injury induced by doxorubicin in rats,

whose mechanism may be related to improvement of activities of Na'-K "-ATPase and Ca"-ATPase, reduction of CF6 levels, and

release of oxidative stress levels.
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Table 1 Effect of matrine on CF6 levels in serum of mice
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Fig. 1 Histopathology of cardiac muscle cells of mice (HE staining)
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Table 3 Effect of matrine on activities of GSH and SOD, and content of MDA in cardiac muscle cells of mice ( X s, n = 20)
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