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Effects of matrine on cardiac remodeling in rats induced by Adriamycin
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Abstract: Objective To study the regulation of matrine on adriamycin-induced cardiac remodeling in rats. Methods Sixty SD rats
were randomly divided into control group, model group, and matrine group. The cardiac LVEDd, LVEF, and FS values of three groups
were detected by echocardiography. The values of LVEPD, LVPS, +dp/dt,,,, were detected by physiological recorder. The weights of
rats were measured. The rats were killed by the method of spinal cord transection, the weight of the heart of rat was measured and the
heart index was calculated. The levels of oxidative stress were evaluated by using reagent kit of glutathione peroxidase (GSH-Px), total
superoxide dismutase (SOD), and malondialdehyde (MDA). Flow cytometry is used to test the apoptosis of rat myocardial cells.
Results Compared with model group, the value of LVEDd in matrine group decreased significantly, the value of EF and FS
increased significantly; The value of LVEPD decreased significantly, the values of LVPS, dp/dt,., and —dp/dt,,, increased
significantly; The heart index and myocardial apotosis levels significantly decreased; The expression levels of SOD and GSH were
decreased, and MDA content was significantly increased. Conclusion Matrine reduced the apoptosis of cardiac cells induced by
adriamycin in rats and improved cardiac remodeling and function which changes may be caused by oxidative stress levels
improvement.
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Table 3 Changes of heart index of rats in each group before and after drug injection (X *s, n = 14)
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Fig.1 Activities of GSH and SOD and level of MDA in myocardial tissue of rats in each group (X *s, n = 14)
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Fig 2 Results of apoptosis rate of myocardical cells of rats in each group (X *s, n = 14)
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