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Clinical Effect and Safety of Sequential Therapy of Atorvastatin on Acute Coronary Artery Syndrome Patient Undergoing PCI. Wang
Xinxin ,Chen Jinguo,Liv Jun,Zhang Jun,Shen Tongtong. Department of Cardiology ,Chuzhou Clinical College of Anhui Medical University ,
Anhui 239000, China

Abstract Objective To observe the clinical effect and safety of sequential therapy of atorvastatin on acute coronary artery syn-
drome (ACS) patient undergoing percutaneous coronary intervention ( PCI). Methods The clinical data of 120 consecutive patients with
ACS who were treated in the first people’s hospital of chuzhou were analyzed. All of the patients were enrolled into 2 groups. Group A re-
ceived only post — PCI atorvastatin 20mg for 30 days and group B received 80 mg of atorvastatin before PCI, and post — PCI follow — up
atorvastatin 40mg for 30days. Alanine aminotransferase ( ALT) ,alkaline phosphatase ( ALP) ,total bilirubin (TBL) ,creatinine ( Cr) ,Cre-
atine kinase (CK) were measured before administration and after 1,4,7,14,21,30days. 30 — day major adverse cardiac event ( MACE)
after PCI was monitored. Results  After treatment,one times upper limit of normal (ULN) < ALT elevation < 3 ULN 12.50% (A) and
29.63% (B) was found,and the difference was statistically significant( P =0.03). ALT elevation=3 ULN 3.57% (A) and 5.56% (B)
was found,and the difference was not statistically significant( P =0.97). ALP elevation > 1 ULN,TBL elevation > 1ULN, CK elevation >
10ULN were found,and the difference was not statistically significant (P >0.05). MACE,20.69% (A) and 7.72% (B) were found,and

the difference was statistically significant (P =0.04). Conclusion Sequential therapy of atorvastatin is safety in ACS patient. Atorvastatin

sequential therapy can reduce the MACE in ACS patients 30days after PCI.

Key words Acute coronary artery syndrome ; Percutaneous coronary intervention ; Atorvastatin; Sequential therapy; Adverse reaction
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