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[Abstract] Objective To investigate the effect of sequential therapy of atorvastatin on the levels of
ischemia modified albumin (IMA) in acute myocardial infarction (AMI) patients undergoing emergency
percutaneous coronary intervention (PCI). Methods A total of 83 patients with acute ST-segment elevation
myocardial infarction, who were admitted to authors’ hospital during the period from September 2010 to
January 2014, were enrolled in this study. The patients were randomly divided into the control group (n=40,
receiving conventional atorvastatin treatment) and the study group (n=43, receiving sequential therapy of
atorvastatin). The dose of atorvastatin in the control group was 20 mg/d. In the study group, the preoperative
dose of atorvastatin was 80 mg/d, and after PCI the dose was 40 mg/d for 3 months followed by 20 mg/d.
Serum IMA levels were determined before PCI as well as at 2, 4, 6, 8, 10, 12 and 14 hours after PCI. The
major adverse cardiovascular events (MACE) occurred during PCI and within 6 months after PCI were
recorded. Results After PCI, the serum IMA level in the study group was obviously lower than that in the
control group, the difference was statistically significant (P<0.05). The occurrence of MACE within 6 months
after PCI in the study group was remarkably lower than that in the control group, the difference was
statistically significant (P<0.05). Conclusion The sequential therapy of atorvastatincan significantly improve
myocardial ischemia in AMI patients undergoing emergency PCI; it plays an important role in protecting
myocardium and reducing the incidence of postoperative MACE. This therapy is clinically safe and effective.(J
Intervent Radiol, 2016, 25. 755-758)
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