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ABSTRACT Objective: To explore the protective effects and mechanisms of oxymatrine pretreatment on coronary artery ligation
induced myocardia infarction. Methods: SD rats were randomly assigned into sham, sham+OMT, myocardia infarction, and OMT
pretreatment groups. OMT (100 mg/kg) was given orally before the left anterior descending branch of coronary artery (LAD) ligation
operation. LAD ligation induced rat myocardial infarction models of rat were made 12 hour after the administration of OMT. After 8
hours’ observation, rat cardiac tissue was obtained and TUNEL staining was performed to analyze the injury and apoptosis of myocardia
cells. Rat serum was collected, and LDH, CK, activities of CAT, SOD, GSH, and MDA levels were detected. Inflammatory factors of
IL-18, IL-6, and TNF-a were detected by ELISA. Results: Compared with the sham group, the LAD ligation myocardial infarction
resulted in significant injuries and myocardial cells apoptoss. Significant increased levels of CK, LDH, inflammatory factors, and MDA;
and obvious decreased CAT, SOD, and GSH were found after myocardial infarction. OMT pretreatment attenuated myocardial infarction
induced injuries and apoptosis of rat myocardia cells; decreased inflammatory factors expression and MDA production, increased levels
of CAT, SOD, and GSH. Conclusion: OMT pretreatment attenuated myocardial infarction induced cardiac injuries; and the underlying
mechanisms may due to its anti-inflammation, anti-apoptosis, and anti-oxidative effects.
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Fig. 1 Comparison of the apoptosis of rat myocardia cellsamong different groups
i #E L SD R7R,n=6, ""P<0.001,5 Sham AIt%;*P<0.001,5 AMI AHLL%E,
Note: Data are expressed as+ SD, n=6. “"P< 0.001, compared with group Sham; #* P< 0.001, compared with AMI group.
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Fig. 2 Comparison of the serum CK and LDH levels among different
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Note: Data are expressed as+ SD, n=6. “"P<0.001, compared with group
Sham; #P<0.001, compared with AMI group.
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Fig. 3 Comparison of the ssum IL-18 , IL-6, and TNF-a levelsamong

different groups
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Note: Data are expressed as+ SD, n=6. “"P< 0.001, compared with group
Sham; #* P< 0.001, compared with AMI group.
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