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Figure 1: The classification of platelet aggregation?®
TREOEREEEMEZRAVTE O EERMBOMKTE
BN —VICEDE I VSRICHEST D, V7R 1~3 &0 #&

Bl, V53R 4~6ZFZHEH. V53R T~9ZFBH &L,

Figure 2: Flow diagram of correction of antiplatelet agent

% 1: TAPT (aspirin 100mg + clopidogrel 75mg + Cilostazol 200mg)
X 2: aspirin 100mg + prasugrel 20mg (loading dose) — aspirin
100mg + prasugrel 3.75mg (maintenance dose)

CC: collagen class, AC: ADP class

Figure 3: The ratio of the classes of platelet aggregation

/M RFAGHICHTEIRFABMEBRCOMNMRESEROE b

(A)ADP. (B)collagen
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Table 1 Demographic and cerebrovascular characteristics of the study population

Total Group D Group T Group P
(n=146) (n=81) (n=26) (n=39) P value

Age (y.0.) 65+11 65+12 66+9 67+£11 0.94
Sex (female) 95 (65.1%) 52 (64.2%) 14 (53.8%) 29 (74.4%) 0.23
Procedure 0.31

CE 46 (31.5%) 28 (34.6%) 7 (26.9%) 11 (28.2%)

SACE 43 (29.5%) 26 (32.1%) 5(19.2%) 12 (30.8%)

FDP 20 (13.7%) 9 (11.1%) 3 (11.5%) 8 (20.5%)

CAS 37 (25.3%) 18 (22.2%) 11(42.3%) 8 (20.5%)
Anesthesia 0.30

General 76 (52.1%) 44 (54.3%) 10 (38.5%) 22 (56.4%)

Local 70 (47.9%) 37 (45.7%) 16 (61.5%) 17 (43.6%)
Past History

HT 83 (56.8%) 42(51.9%) 16 (61.5%) 25 (64.1%) 0.39

DM 22 (15.1%) 11 (13.6%) 6 (23.1%) 5(12.8%) 0.45

DL 65 (44.5%) 36 (44.4%) 13 (50.0%) 16 (41.0%) 0.77

Smoking 58 (39.7%)  35(43.2%) 11 (42.3%) 12 (30.8%) 0.41
Combined with AC 12 (8.2%) 8 (9.9%) 2 (7.7%) 2 (5.1%) 0.67

CE: coil embolization, SACE: stent-assisted coil embolization, FDP: flow diverter placement,
CAS: carotid artery stenting, HT: hypertension, DM: diabetes mellitus, DL: dyslipidemia,

AC: anticoagulant



Table 2 Antiplatelet drug-related perioperative complications

Total Group D Group T Group P
(n=146) (n=81) (n=26) (n=39) P value

Ischemic Complication 5(3.4%) 2 (2.5%) 1 (3.8%) 2 (5.1%) 0.748

symptomatic stroke 3(2.1%) 1 (1.2%) 0 (0.0%) 2 (5.1%) 0.266

CRAO 1 (0.7%) 1(1.2%) 0 (0.0%) 0 (0.0%) 0.668

amaurosis fugax 1 (0.7%) 0 (0.0%) 1 (3.9%) 0 (0.0%) 0.098
Hemorrhagic Complication™

gastrointestinal bleeding 3 (2.1%) 1 (1.2%) 0 (0.0%) 2 (5.1%) 0.266

2 Based on “significant bleeding” in the TIMI criteria

CRAO: central retinal artery occlusion



Table 3 The relation between antiplatlet drug-related complications and platelet

aggregation after modification of antiplatelet agent

Total

class 1-3

class 4-6

class 7-9

N.D.

ADP (n=146) (n=4) (@=113) (@=20) (@=9) " value
Ischemic complications 503.4%) 0(0.0%) 5(4.4%) 0(0.0%) 0(0.0%) 0.455
Hemorrhagic complications 3 (2.1%) 1(25.0%) 2 (1.8%) 0(0.0%) 0 (0.0%) 0.670
Collagen Total class 1-3 class 4-6 class 7-9 N.D. P value
(n=146) (n=7) (n=99) (n=31) (n=9)
Ischemic complications 5 (3.4%) 0(0.0%) 5(5.1%) 0(0.0%) 0(0.0%) 0.265
Hemorrhagic complications 3 (2.1%) 1 (14.3%) 2(2.0%) 0(0.0%) 0 (0.0%) 0.501

N.D.: not determined



Table 4 The relation between antiplatlet drug-related complications and procedures

CE SACE FDP CAS
P value
(n=46) (n=43) (n=20) (n=37)

Ischemic Complication 0 (0.0%) 2 (4.6%) 1 (5.0%) 2 (5.4%) 0.274
symptomatic stroke 0 (0.0%) 2 (4.6%) 1 (5.0%) 0 (0.0%) 0.163
CRAO 0 (0.0%) 0 (0.0%) 0 (0.0%) 1 (2.7%) 0.429
amaurosis fugax 0 (0.0%) 0 (0.0%) 0 (0.0%) 1 (2.7%) 0.429

Hemorrhagic Complication™

gastrointestinal bleeding 0 (0.0%) 1(2.3%) 2(10.0%) 0 (0.0%) 0.081

CE: coil embolization, SACE: stent-assisted coil embolization, FDP: flow diverter placement,

CAS: carotid artery stenting,
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{
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