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Correlation Between Response Variability of Platelet Aggregation Inhibitors and Seattle Angina
Questionnaire in Early Stage Undergoing Percutaneous Coronary Intervention Patients
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ABSTRACT: OBJECTIVE To assess the correlation between response variability of aspirin and clopidogrel detecting by
thromboelastography(TEG) and Seattle angina questionnaire(SAQ) in early stage undergoing percutaneous coronary intervention
(PCI) patients. METHODS Forty-three post-PCI patients were detected maximum amplitude(MA) and inhibition rate(IR) of
arachidonic acid(AA) and adenosine diphosphate(ADP) using TEG. According to AA-IR, aspirin response variability defined as:
low(<50%), medium(50%—85%) and high(>85%). According to ADP-MA, clopidogrel response variability defined as: low
(>47 mm), medium(31-47 mm) and high(<31 mm). The patients were divided into 3 groups by antiplatelet drug response
variability: combined high response group, combined medium response group and combined low response group. SAQ
assessment was performed before and 4 weeks after PCI in all patients. RESULTS Among 3 groups, the gender, age, stent
count, and prevalence of hypertension and diabetes had no significant differences. SAQ scores in 3 groups had no significant
differences before PCI, and increased 4 weeks after PCI. But SAQ scores in the combined low response group were lower than
other groups relatively. Relevant between post-PCI SAQ scores and antiplatelet drugs response was confirmed by Pearson
correlation coefficient. CONCLUSION Response variability of aspirin and clopidogrel is associated with SAQ scores in early
stage post-PCI patients. Antiplatelet drug low response may be an important risk factor of angina pectoris in early stage post-PCI
patients.
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Tab. 1  Group by response variability of aspirin and

clopidogrel
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Tab.2 Comparison of the gender, age, stent count, and prevalence of hypertension and diabetes

A 1% I E/% PER(T /%) FY A 0 L /A (%) T BRI /181 (%)
16 i IR BL 16 37.21 14/2 61.25+9.44 1 8(50.0) 3(18.8)
G rp R BL 12 2791 9/3 62.50+13.19 2 8(66.7) 1(8.3)
AR R BL 15 34.88 132 65.07+12.00 1 10(66.7) 2(13.3)
s HAZBEHAR SRS, RAH A 5RR.
Note: "Stent counts are not subject to the normal distribution, so they are showed by the median.
*3 AUEH TEGMELERUKPCIAHE SAQ iF 4
Tab. 3 Results of TEG and SAQ scores of pre-PCI and post-PCI in each groups
| ADP-MA ADP-IR AA-MA AA-IR AHT SAQ A SAQ
WA e R 21.27+9.41 76.83+16.98 17.71+8.24 84.21+13.00 31.69+9.49 72.25+4.79
I e s 42.309.19 39.56+18.17 25.35+9.88 71.65+18.77 31.24+6.09 70.97+4.36
I 1 s 51.25+10.04 25.92+17.36 39.84+13.52 48.58+23.78 35.90+9.00 62.08+8.36
F 39.924 35.229 16.647 14.448 1317 11.960
P 0.000 0.000 0.000 0.000 0.279 0.000

F4 PCIARHE 3AEH SAQIFA K
Tab. 4 Comparison of SAQ scores between pre-PCI and
post-PCI in 3 groups

9 A R e SRR A = IR IR R B
AT SAQ 31.69+9.49 31.24+6.09 35.90+9.00
AR5 SAQ 72.25+4.79 70.97+4.36 62.08+8.36

THH -15.361 -18.002 -11.678

PH 0.000 0.000 0.000
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