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Influence of atorvastatin on clopidogrel carboxylic acid metabolite blood levels in
acute coronary syndrome patients taking clopidogrel
Meng Xiaodong' \Wang Yanhui*” , Zhang Hao' \Wei Hongshun® ,
Li Qi* ,\Wang Shuhong' ,Fang Yan* ,Wang Jing"',Pei Yizxuan'
(The Second People’s Hospital of Gansu Province ;1. Department o f Cardiology ;2. Intensive Care

Unit ;3. Department of Emergency ,Lanzhou,Gansu 730000, China)
Abstract : Objective To determine plasma levels of clopidogrel carboxylic acid metabolite in patients with acute coronary artery
syndrome who took atorvastatin and clopidogrel so as to evaluate the interaction between atorvastatin and clopidogrel. Methods
The control group consisted of 25 healthy volunteers and the ACS group consisted of 66 patients with acute coronary artery syn-
drome. Both groups took aspirin 100 mg/d and clopidogrel 75 mg/d with atorvastatin 20 mg/d. Clopidogrel carboxylic acid metabo-
lite was analyzed by high performance liquid chromatography coupled with tandem mass spectrometry. Results The control group
of double antiplatelet therapy plus atorvastatin was compared to the control group of double antiplatelet therapy. Plasma levels of
clopidogrel carboxylic acid metabolite were (5. 76 == 0. 87) ng/dL and (5. 67 == 0. 88) ng/dL, respectively. There was no significant
difference(P=0. 351). In ACS groups, double antiplatelet therapy plus atorvastatin therapy was compared to double antiplatelet
therapy. Plasma levels of clopidogrel carboxylic acid metabolite for the two groups were(5. 96+0. 87)ng/dL. and(5. 86+0. 97)ng/
dL,respectively. There was no significant difference(P=0. 115) ,either. Conclusion Clopidogrel predecessor is not detected in plas-
ma. There is no interaction between atorvastatin and clopidogrel.
clopidogrel; clopidogrel carboxylic acid metabolite, HPLC-MS/MS
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