REYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Vol14 NO.4 FEB.2014 . 697 -

DOI: 10.13241/j.cnki.pmb.2014.04.023
i e fad TP FE B fdad T2 Mt s S he ot S A% H Hiin
VB PR EERESE *
B R Y AT BARED B kEwe
(1 B/REERR2ZE AT o5 RiE 1500862 M/RIEERR2EME S IUE R 2028 Z AL 5 RiE 150001)

BE BHEY: £ %% Ehk sz A 4E( acute coronary syndromes, ACS V#7857 F , I dn /MG 7 BRI 8 57 A R R s e R 7 %, ik
HEHFRE, FBEIeTE SR Z T mIE F CYP 3A4 R AR, —F B 5 4& 554 s], A TR F R R
89 7B AR AT AT TR T B AT AL TR AT R ik B LM ERE SR B 26, A B HZH B2 Jon&E 4
(5457 F 300 mg, A+ 75 mg/d), ML FA AB HA,A A (n=20)R A THAZMbIT 457 (20 mg/d),B 28(n=22 JRJA
ARARIT 3557 (10 mg/d) . -7 T 2kt TR A o7 SR 25546575 3 £ SR L7 )5 7 X6 R # Mk it s, M E ADP(10 wmol/L)# %
oy IR EE, BER: M TH(A ) R IR AT A A T 4(B 40 ) A8k R R St AEF AT ADP i Fad e R B R A LA
I FEF, MAINAE 3 AR T 0J5,ADP # 569 R E 90 2 HAK, (3.85% 2.58)vs(3.09+ 2.27),(0.65% 0.88)vs(1.05+
0.95),P>0.05, £ B 43t % £ 5. &t FnET M TR DR TER, BB, 42802 R RbAsF 8 b R E M R % 2
RIT R0 %ok, 0L1523E CPY3A4 B2 6940 3T , de FT AR A0 0T

FEEIF: S AR A I G PAS0; EA T s BAT AT ; T AR AT 5 S R I

FESHES:R541.4 XEHRINEE:A XEHS:1673-6273(2014)04-697-03

The Influence of Statins on Platelet Inhibition of Clopidogrel in Patients

with Acute Coronary Syndromes*
GAO Han', ZHAO Kar?, YIN Xue-song’, PENG Cheng-haf, REN Zhong-qiaco’, ZHANG Ji-hong’
(1 Harbin Medical University, Harbin, Heilongjiang, 150086, China;
2 Emergency Department, Fourth Affiliated Hospital of Harbin Medical University, Harbin, Heilongjiang, 150001, China)

ABSTRACT Objective: Antiplatelet treatment is frequently used in high-risk patients with acute coronary syndromes (ACS) who are
also often treated with statins. Some scholars indicated that, clopidogrel and statins were both metabolized through cytochrome CYP
3A4, but clopidogrel antiplatelet activity may be reduced due to the competitive inhibition. The effects of atorvastatin and rosuvastatin
were compared in this study. Methods: 42 patients diagnosised as acute coronary syndrome were selected. All patients received treatment
with clopidogrel (loading dose of 300 mg, maintenance dose of 75 mg/d), and were randomly assigned to the groups A, B, Group A
(n=20) was taken atorvastatin treatment (20 mg/d), Group B (n=20) was taken rosuvastatin treatment (10 mg/d). Platelet aggregation
induced by adenosine diphosphate (ADP) at 10 wmol/L was measured by impedance method. Results: Compared atorvastatin group
(Group A) with rosuvastatin group (Group B), there are no significant difference in ADP-induced platelet aggregation baseline values
before taken clopidogrel. After clopidogrel therapy for 3 days and 7 days, ADP-induced platelet aggregation was significantly reduced
(3.85+ 258 vs 3.09 £ 2.27,0.65% 0.88 vs 1.05% 0.95; P>0.05, no statistically significant difference). Conclusion: Clopidogrel can
reduce indeed platelet activity. Meanwhile, the short term antiplatelet activity of clopidogrel is not subject to the influence of statins,
including statin metabolized through CPY3 A4 pathway, such as atorvastatin.
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Tablel Clinical characteristics of the population Atorv

Atorv

Rosuv

n=20 n=22 P

Age(years) 59+ 9 60% 11 0.712
Men(n,%) 12(60%) 15(68%) 0.401

Body mass index(kg/m?) 28% 5 29+ 5 0.358
Active smoking(n,%) 10(50%) 13(59%) 0.796
Diabetes(n,%) 7(35%) 8(36%) 0.766
Hypertension(n,%) 12(60%) 9(41%) 1.000
Previous MI(n,%) 8(40%) 10(45%) 0.034
Dyslipidemia(n,%) 15(75%) 16(73%) 0.096
PLT(10%L) 225+ 47 222+ 54 0.101

i : Atorv- BR FAFTIEAR 17T 4H; Rosuv Ak AEm&F & ftiT4H; MUOAEEE; PLT /Mo

Note: Atorv atorvastatin was used in the group; Rosuv - rosuvatatin was used in the group.

MI-myocardial infarction; PLT-platelet.
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Fig.1 Influence of atorvastatin and rosuvastatin on ADP-induced

post-3ds-Clopidogrel

platelet aggregation
Atorv- fRFAFTHER Mt T4H; Rosuv AR AT MLITA;
Atorv atorvastatin was used in the group; Rosuv - rosuvatatin was used in

the group.
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