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Artemether Ameliorates Adriamycin—induced Myocardial Injury in Mice by Modulating Oxidative Stress
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Abstract: Objective To investigate the protective effect of artemether on adriamycin induced cardiac injury in mice.
Methods Male BALB/c mice were randomly divided into normal group , model group and artemether group
(3 g-kg'), with 6 mice in each group. Mice model of cardiac injury induced by adriamycin was established. Body
mass and heart mass of mice in each group were measured. Serum lactate dehydrogenase (LDH) and creatine kinase
(CK) levels were detected. Hematoxylin—eosin (HE) staining was used to observe the cardiac histopathology of heart
tissue in mice. The protein expression levels of superoxide dismutase 1(SOD1), superoxide dismutase 2(SOD2) and
Catalase in heart tissues of mice in each group were detected by Western Blot and immunohistochemistry. Results
Compared with normal group, body mass and heart mass of model group were significantly decreased (P <0.05, P <
0.01) ; LDH level was significantly increased (P<0.05) , CK level showed an increasing trend (P>0.05) ;
Myocardial fibers were disordered and broken, and myocardial cells showed vacuolar degeneration; The protein
expressions of SODI, SOD2 and Catalase in mice heart tissue were significantly down— regulated (P <0.05).
Compared with model group, the body weight and heart weight of artemether group were increased (P> 0.05); LDH
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and CK levels were decreased (P>0.05). Cardiomyocytes are more evenly arranged, and the karyopyknosis and

vacuolar degeneration were significantly reduced; The protein expression of SOD1, SOD2 and Catalase in heart

tissue were significantly up—regulated (P <0.05, P <0.01). Conclusion Artemether has certain protective effect on

adriamycin— induced cardiac injury in mice, and its mechanism of action may be related to the upregulation of

protein expression on SOD1, SOD2 and Catalase and the regulation of oxidative stress.
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Figure 1  Effect of artemether on heart histopathology in adriamycin—

induced myocardial injury mice(HE staining, %200)
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Figure 2 Effect of artemether on the protein expression of SOD1, SOD2 and Catalase in heart tissue of adriamycin—induced myocardial

injury mice(x s, n=6)
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Figure 3 Effect of artemether on the protein expression of SOD1, SOD2 and Catalase in heart tissue of adriamycin—induced myocardial

injury mice(THC, x200)
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