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ABSTRACT Objective: To investuge the clinical efficacy of asprine, clopidogrel and cilostazol in the prevention and treatment of
elderly patients Planning for Percutaneous Coronary Intervention. Methods: Sixty elderly patients undergoing coronary intervention were
enrolled and randomly treated by 300 mg of aspirin and clopidogrel with or without 200 mg of cilostazol. All loading doses were given at
least 3 h before percutaneous coronary intervention and followed by dual or triple maintenance-dose therapy. The platelet function tests
were performed just before and at 24 h and 30 days after percutaneous coronary intervention by light transmittance aggregometry and
VerifyNow P2Y12 assay. Results: The P2Y 12 reaction units (PRU), aspirin reaction units (ARU) and P2Y12 % inhibition value were
significantly decreased in the triple antiplatelet therapy group than those of the dual antiplatelet therapy group(P<0.05). The time interval
of loading doses, dose-to-PCI time were 10.2 hours (95% CI: 7.4-13.1 hours) in the triple antiplatelet therapy group, and 7.8 hours (95%
CI: 4.5-11.2 hours) in the dual antiplatelet therapy group. The HPR rates were significantly reduced in the triple antiplatelet therapy group
than those of the dual platelet therapy group before coronary interventin (83.3% and 46.7%, P=0.003), at 24 hours (36.7% and 13.3%,
P=0.018) and 30 days (40.0% and 16.7%, P=0.045) after coronary intervention. During the 30 days' follow-up period, 2 cases of in-stent
thrombosis were found in the dual antiplatelet therapy group and received coronary revascularization; no cardiac death, ischemic stroke
and bleeding complications was found. There was no significant difference in the incidence of secondary end points between two groups
(P>0.05). Conclusion: Adjunctive 200 mg cilostazol in addition to the dual antiplatelet therapy could significantly reduce the incidence of
HPR after coronary stent intervention.
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Note: L/Md: loading/maintenance-dose; PCI: percutaneous coronary

intervention.
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Table 1 Comparison of the baseline information between two groups

Dual L/Md therapy

Triple L/Md therapy

Variables p-value
(n=30) (n=30)
Age (years) 69.1(9.7) 69.5(9.8) 0.510
Gender(Male/Female) 21/9 16/14 0.184
BMI(kg/m?) 24.1 (2.8) 24.7(3.3) 0.504
Diagnosis 0.700
Stable angina (SA) 2 (6.7%) 2 (6.7%)
Unstable angina (UA) 18 (60%) 22 (73.3%)
NSTEMI 8 (26.7%) 5(16.7%)
STEMI 2 (6.7%) 1(3.3%)
Risk factor, n(%)
Diabetes Mellitus 16 (53.3%) 11 (36.7%) 0.194
Hypertension 20 (66.7%) 14 (46.7%) 0.118
Active Smoker 10 (33.3%) 9 (30.0%) 0.781
Hyperlipidemia 5 (16.7%) 12 (40.0%) 0.045
Pre-PCI, n(%) 9 (30.0%) 8(26.7%) 0.774
Pre-MI, n(%) 11 (36.7%) 5(16.7%) 0.080
Pre-stroke, n(%) 1(3.3%) 2 (6.7%) 0.554
Hemoglobin(g/dL) 12.8 (1.8) 13.4(1.8) 0.182
WBC count(10%/pL) 7.38(2.32) 7.82(2.35) 0.459
Platelet count(10%/p.L) 210.9 (62.3) 228.7 (50.3) 0.229
Angiographic diagnosis 0.107
1-VD, n (%) 10 (33.3%) 6 (20.0%)
2-VD, n (%) 8 (26.7%) 16 (53.3%)
3-VD, n (%) 12 (40.0%) 8 (26.7%)
Target lesion 0.792
LAD, n (%) 15 (50.0%) 13 (43.3%)
LCx, n (%) 3 (10.0%) 5(16.7%)
RCA, n (%) 9 (30.0%) 10 (33.3%)
LMCA, n (%) 2 (6.7%) 2(6.7%)
Ramus artery, n (%) 1(3.3%) 0
Number of stents used 1.6 (0.8) 1.6 (0.8) NS

Note: BMI indicates body mass index; LAD, left anterior descending coronary artery; LCx, left circumflex artery; L/Md, loading/maintenance-dose;

LMCA, left main coronary artery; NS, not significant; NSTEMI, non ST-elevation myocardial infarction; PCI, percutaneous coronary intervention; RCA,

right coronary artery; STEMI, ST-elevation myocardial infarction; VD, vessel disease; and WBC, white blood cells.
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Note: AA indicates arachidonic acid; ADP, adenosine diphosphate; L/Md, loading/maintenance-dose; MPA, maximum platelet aggregation; PCI:

percutaneous coronary intervention; Pre-PCI, platelet function tests performed just before PCI; 24 h post-PCI, platelet function tests performed at 24 h

after PCIL.
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Note: L/Md indicates loading/maintenance-dose; PCI, percutaneous coronary intervention; Pre-PCI, platelet function tests performed just before PCI;

and 24 h post-PCI, platelet function tests performed at 24 h after PCL
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