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Impact of on Clopidogrel Against Platelet Activation. Xu Peng, Wang Ningfu,Zhou Liang,Ye Xianhua,Tong Guoxin,Leng Jianhang.
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Abstract Objective To confirm if cigeratte smoke could enhance the role of clopidogrel against platelet activation in early post —
PCI patients. Methods Totally 42 patients with unstable coronary artery disease undergoing elective coronary angiography and successful
intervention (PCI), were selected, and divided into smoking group (22 cases) and non — smoking cessation group (20 cases). Each
group as given 300mg clopidogrel at once after admission and followed with 75mg daily. CD61, CD62p positive rate of expression were de-
terminated by flow cytometry before the medication and re — determinated after 24, 72h of PCI. Results The changes of CD61, CD62p
expression in both groups after 24h PCI had no significant difference( CD61: -1.16% =19.06% vs -0.98% +22.19% ,P =0.36;
CD62p: —1.93% +10.80% vs —2.07% + 15.49% ,P =0.96). In smoking group 72h after PCI, CD61, CD62p expression was still
lower than before, while the non — smoking group had no longer the performance( CD61: -2.19% +21.72% vs 5.27% +26.58% ,P =
0.46;CD62p: —6.13% +18.74% vs 0.12% +12.78% ,P =0.25), but these differences were not statistically significant. Conclusion
Smoking doesn’t significantly increase the antiplatelet of clopidogrel in early post — PCI. This study failed to verify the conclusion that
smoking could increase the antiplatelet of clopidogrel in early post — PCIL.

Key words Smoking;Coronary heartdisease ; Activated platelet; Clopidogrel
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