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ABSTRACT Objective: To compare the inhibitory effect of ticagrelor and clopidogrel on the platelet of patients with acute coronary
syndrome(ACS) after percutancous coronary artery intervention(PCI). Methods: 255 cases of patients with ACS admitted in our hospital
from March 2014 to August 2014 were selected for this study, in which 85 cases were treated by ticagrelor and aspirin and the other 170
cases were treated by clopidogrel and aspirin respectively. All the patients were given PCI treatment, and the thrombelastography(TEG)
were detected 2 days after PCI and oral administration of load dosage of antiplatelet drugs, the latelet inhibition ratio through ADP and
AA pathway were observed and compared between the two groups. Results: Adenosine diphosphate (ADP)-induced platelet inhibition
ratio in clopidogrel group was (66.60+ 25.57)%, which was (82.10% 18.87)% in the ticagrelor group and significantly higher than that of
the clopidogrel group (P<0.05). Arachidonic acid(AA)-induced platelet inhibition ratio were (88.70% 23.89)%, (90.32+ 18.09)% in the
clopidogrel group and the ticagrelor group. There was no significant difference in the AA -induced platelet inhibition ratio between two
groups (P>0.05). The percentages of patients with ADP-induced platelet inhibition ratio<50% were 29.4% and 10.6% in the clopidogrel
group and ticagrelor group, there were significant differences between two groups (P<0.05). The percentages of patients with
ADP-induced platelet inhibition ratio>75% were 41.8% and 69.4% in the clopidogrel group and the ticagrelor group, respectively, and
there were significant differences between the two groups (P<0.05). Conclusions: Ticagrelor had greater inhibitory effect on the patients
with ACS after PCI than Clopidogrel.
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Table 1 Comparison of the general clinical data between two groups

General situation Ticagrelor group(n=385) Clopidogre group (n=170) P-value
Age(years) 60.83% 9.71 62.71% 11.40 0.052
M/F(n/n) 65/20 130/40 1.000

Body mass index (kg/m?) 25.73% 3.34 25.37% 3.01 0.500
Smoking(n,%) 45(52.9) 92(54.1) 0.859
Hypertension(n,%) 41(48.2) 112(65.9) 0.007
Hyperlipidemia(n,%0 32(37.6) 67(39.4) 0.785
Diabetes(n,%) 12(14.1) 62(36.5) 0.001

Note: M: men, F: female.
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Table 2 Comparison of the platelet inhibition ratio through ADP and AA pathway between two groups

Platelet inhibition ratio

Ticagrelor group

Clopidogre group

AA IR(%) 9032+ 18.09 88.70+ 23.89
ADP IR(%) 52.10+ 18.87 66.60+ 25.57*
ADP IR(0%-~30%) 1(1.2) 14(8.2)
ADP IR(30%~50%) 8(9.4) 36(21.2)
ADP IR(50%~75%) 17(20) 49(28.8)
ADP IR(75%~100%) 59(69.4) 71(41.8)*

Note: *Ticagrelor group comparied with ticagrelor group, P<0.05, IR: inhibition ratio.
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