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1 Baseline Characteristics before and after Propensity Score
Matching

Before PSM After PSM
BP-EES DP-EES  Pvalue | BP-EES DP-EES  Pvalue

Age (years) 68.7£10.2  69.4+10.3 0.31 68.9£10.0  69.4+10.4 0.37

Age =75years 116 (29%) 124 (32%)  0.28 98(30%)  110(34%)  0.31
Male gender 284 (72%) 297 (76%) 0.17 238(73%) 249 (76%) 0.32
Body mass index 23.9+3.3 241135 0.57 23.9+34 241135 0.56
Hypertension 284 (72%) 278 (71%) 0.74 236 (72%) 232 (71%) 0.73
Dyslipidemia 265 (67%) 242 (62%) 0.31 217 (66%) 205 (63%) 0.33
Diabetes mellitus 150 (38%) 168 (43%) 0.30 123(38%) 136 (42%) 0.30

Insulin treated

diabetes 19 (5%) 25 (6%) 0.33 14 (4%) 17 (5%) 0.58

Treated with oral

medication only 104 (21%) 90 (23%) 0.61 72 (22%) 75 (23%) 0.78

Treated with diet 0 o 0 o

therapy only 47 (12%) 39(10%) 0.70 35(11%) 33(10%) 0.80
Current smoker 91 (23%) 78 (20%) 0.31 72 (22%) 65 (20%) 0.31
Creatinine (mg/dL) 1.32+1.71 1.74+2.26 0.08 1.37£1.75 1.51£2.07 0.33
Hemodialysis 26 (7%) 43 (11%) 0.03 24 (7%) 29 (9%) 0.47
Ejection fraction (%) 58.0£11.3 56.8+12.1 0.24 57.7+11.1 57.3£11.9 0.63
Clinical presentation

Stable coronary

artery disease 345 (87%) 360 (92%) 0.03 288 (88%) 296 (91%) 0.31

Unstable angina 15 (4%) 8(2%) 0.15 13 (4%) 8(2%) 0.27

Acute myocardial

@ 36 (9%) 23 (6%) 0.09 26 (8%) 23 (7%) 0.66
Prior myocardial
infarction 63 (16%) 90 (23%) 0.03 63 (19%) 66 (20%) 0.77
Prior percutaneous
BEETEY (i 119(30%) 145(37%)  0.04 | 104(32%) 118(36%)  0.25
Prior coronary-artery
bypass grafting 7(2%) 16 (5%) 0.02 7(2%) 12 (4%) 0.25
Prior stroke 28 (7%) 31(8%) 0.40 22 (71%) 27 (8%) 0.46
sggg:s’a"’a“”'ar 43(11%)  57(15%) 015 | 37(11%)  37(11%) 10
Atrial fibrillation 28 (7%) 35(9%) 0.17 23(7%) 26 (8%) 0.66
Medications

Aspirin 395(100%) 390(99.7%) 0.32 | 327(100%) 326(99.7%) 0.32

Thienopyridines 394(99.7%) 390(99.7%) 031 |[326(99.7%) 327(100%) 0.32

Prasugrel 104 (26.3%) 84(25.7%) 0.21 89(27.2%) 84(25.7%) 0.66
Clopidogrel 235(72.7%) 235(74.9%) 0.47 |234(71.6%) 235(71.9%) 0.93
Ticlopidine 3(0.8%) 10 (2.6%) 0.05 3(0.9%) 9(2.8%) 0.08
Anticoagulants 21(53%)  31(7.9%) 0.4 19(5.8%)  24(7.3%) 043
Warfarin 10 (2.5%) 17 (4.3%) 0.16 9(2.8%) 12(3.7%) 0.51
Direct-acting oral o o o o
anticoagulants 12(2.8%) 12(3.6%) 0.53 10(3.1%) 12(3.7%) 0.67
B-blockers 165 (42%) 163 (42%)  0.98 141 (43%)  137(42%)  0.75
ACE-I/ARB 216 (55%) 223 (57%) 0.51 184 (56%) 195 (60%) 0.22
Caloum-channel 17 (a4%)  163(42%) 055 | W6(4S%) 131 (40%) 024
Statins 302(76%) 271 (69%) 0.02 250(76%) 233 (71%) 0.13
Lesion and Procedural characteristics
Target-vessel location
';f{;rrca'” coronary ) 11(3%) 015 | 6(%)  8(3%) 031
Left anterior
descending 183 (46%) 206 (53%) 0.06 160 (49%) 176 (54%) 0.21
coronary artery
Left circumflex
coronary artery 85 (22%) 84 (21%) 0.99 72 (22%) 73 (22%) 0.93
5:%::;0’0”3”/ 120(30%)  90(23%) 002 | 89(27%)  70(21%) 008
Bypass graft 0(0%) 0(0%) 1.0 0(0%) 0(0%) 1.0
Number of treated 182074  183:074 080 | 184:075 181073  0.60
lesions per patient
Ostium 35 (9%) 43(11%) 0.51 30 (9%) 35(11%) 0.51
Bifurcation 147 (37%) 130 (33%) 0.24 128 (39%) 108 (33%) 0.12
Diffuse lesion (lesion
length>20mm) 174 (44%) 160 (41%)  0.50 141 (43%) 135(41%)  0.45
Severe calcification 55 (14%) 39(10%) 0.08 | 42(13%) 34(10%) 0.33
Chronic total
e 33(8%) 38(10%) 0.50 28 (9%) 30 (9%) 0.78
In-stent restenosis 17 (4%) 25 (6%) 0.19 16 (5%) 17 (5%) 0.86
Number of stents
used per patient 1.17£0.43 1.11+0.36 0.04 1.17+0.43 1.11+0.37 0.10
Stent diameter (mm) 297:050  3.06:047 <0.01 | 2.97:050  3.04+0.47 0.08
Totalstentlengthper 500 106 9644137 010 | 283:146 2624141 006

patient (mm)
394(99.7%) 391(100%) 0.32
47(12%)  38(10%)  0.33

326 (99.7%) 327(100%) 032
32(10%) 32(10%) 1.0

Imaging device used

Rotablator used
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B2 Cumulative incidence of the primary endpoint and its individual components at 3 years
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E3 Cumulative incidence of the TLF and clinically indicated TLR at 1-year landmark analysis
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B4 Cumulative incidence of the secondary endpoints
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<2 Clinical Outcomes at 1year and 3years

No. of patients with at least one event

(Cumulative incidence) Palue
BP-EES DP-EES
N=327 N=327
Until 1-year follow-up
Target lesion failure 6(1.9%) 14 (4.3%) 0.07
Cardiac death 4(1.3%) 7(2.2%) 0.36
Target vessel myocardial infarction 0(0%) 5(1.6%) 0.02
Clinically indicated target lesion revascularization 2(0.6%) 7(2.2%) 0.10
Clinically indicated target vessel revascularization 6(1.9%) 7(2.2%) 0.79
Definite stent thrombosis 0(0%) 4(1.3%) 0.04
Until 3-years follow-up
Target lesion failure 14 (4.5%) 21(6.5%) 0.23
Cardiac death 4(1.3%) 8(2.5%) 0.24
Target vessel myocardial infarction 0(0%) 6(1.9%) 0.01
Clinically indicated target lesion revascularization 10(3.2%) 13(4.1%) 0.53
Clinically indicated target vessel revascularization 23(7.5%) 17 (5.5%) 0.33
Definite stent thrombosis 0(0%) 5(1.6%) 0.02
Landmark analysis between 1-3year
Target lesion failure 8(2.6%) 7(2.3%) 0.77
Cardiac death 0(0%) 1(0.3%) 0.31
Target vessel myocardial infarction 0(0%) 1(0.3%) 0.32
Clinically indicated target lesion revascularization 8(2.6%) 6(1.9%) 0.56
Clinically indicated target vessel revascularization 17 (5.6%) 10(3.2%) 0.16
Definite stent thrombosis 0(0%) 1(0.3%) 0.32
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