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955 DR FUBE AL I 27 85 14 A1C (Glycosylated hemoglobin A1C, A1C) 28 £ J5 & 4 rs17110453A>C,
rs2317676 A>>G Hl rs16863323C>>T 25 F 5 [ A A T 1S %95 I3 7 fE 6 P 2 (OR = 2. 24, 95% CI =
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H 35 % PR ZR A A A S s e g o 1L i v ) S B R
%&%Z_B] .

AT AT BT R W AErh EOHE 4 64 %
P450(CYP) (Il /MR SZ (A (P2Y12, P2Y1) Fiif i
F TTTa(GPTITa) 2 [H 9 358 15 728 57t 15 SR A 7 X e I
PEWI 2 (TIschemic stroke, IS) B 2 B T AR K
IRE N ZFIG R AE AR CE S BRI M AN T
RX L R R B WSS 1S AR LS. CYP2
1 CYP3A PN 515 32 B2 4 T R SR AL W Tl 21480
AEW Il SR T I8 TN B A AL O IE A 4 p, W]
LU 46 4 DU 45 iR ( Arachidonic acid, AA) # 4k K F1
H-— T ik = M5 B8 (Epoxy eicosatrienoic acid,
EET)", FATZHI5 1 MR RW, Mg CYP
A4 4 K S (£ 4% EETs) i i 1 il 26 o 4H
ST INH TG AR AR 1S K A sk B 40 T DG B A
IR SZ AR (P2Y 12, P2Y D # A A 7E M/

PEZ BT 618000 DU I 2 i H T A B B2 B i 22 9 B

rs17110453A>C, rs2317676A>G il rs16863323C>T 3 M IEFE AL 5 A E

i/MEESZE - R
1007-0478(2022)04-0359-07

MRS RN Bl ki JE TR A O M e AR
E A FE 24 B S 3 Ib(Glycoprotein 11b, GPIIb)
FUBEEE 1 Ta(GPIa) 2 ANV K4 5, AR 7T RE A2 1/
MR RGBSR S L A S g Mok
HITEE I P2Y 12, P2Y1 F1 GPIIb/GPIIla 2 [A Hr
B B 1 1R 2 & P (Single nucleotide polymor-
phism, SNPs) A] G235 Mt 1L/ M SR 4 254 1) 5
PECERT L SRIN X BE R 2SS IS MHSE R AT REAE
FH I ARIRAF 12 T

IS RUF- & — b A A o /R a5 A A5 A 0
X RS A S B o] RIS A 05T 1S 1y ist
L B R 2R o BRI PR A AT P e ARG TS 381 4825 1Y)
AR, R Z K M AR ] g o 5 A 2 AN FE R A
AR S R EEAH BAE ORI 2 5 TS &
I 38 A A B O TR DI R 5 S DR DR A AR
)y X2 HEREYE (GMDR) Jrik, il DL & i 5
IS A 56 110 35 R AR S 48 7, BRI, 3k S 3 -3
PR ELAE PR IS 2Z 8] 1) 5 2 3 A 15 BIAR 4 1 i
o,

A Z A — 26 iF 58 3% B, CYP3A, CYP2,
P2Y12, P2Y1 FI GPIIb/Ia KA #1425 5 5 47
MHEAS T8 T RCRDN 1S SR i Z2 APl R A AH DG (H H
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AR A R PR3 10 4 35 PR A2 S T 3 6 56 [ [ A
YERS IS KU 156 R o FRATMB IR I 2645 53 1) A B
YEFARTRELL 1 AN FE P AP A B3 PR A3 AR S 3 1S
R KO T . AR BRI T T CYP3A4,
CYP3A5, CYP2C8, CYP2C9, CYP2C19, P2Y12,
P2Y1 F1 GPIIIa JE K 1 15 8 Sk 5 1S KUK 1 56
B, AR, ASHIF I A8 PR 5k 4 JE DA T A9 AR B A
JETHEINT 1S AR .

1 W&REFHE

L1 BN S AR AMEET AN RERCIZ
DUE RN B2 24 BE B 5 — B e o Al ol . WF5 %
ZALHG 396 ] IS H5 M 378 4 fad Xt e . A~
Z H5EMS SRR Z BT AL T ANE T %
WFIEAE http: //www. chictr. org/ I iEM, {EMS K
ChiCTR-OCH-14004724, A 1 WA I A
i EIRPI R BEBE ) B EER SN T X WS . 1S 12
W F P A IR B ASB N . AIABRITE : (DAY =40
s () MR R 2 AR R 7 AR A R R
(Trial of org 10172 in Acute Stroke Treatment,
TOAST)FRE . IS B 53 24 3 ok ks A Rl A 14 o A TS ok
(Atherothrombotic, AT) V. 84 5% /)N 5h ik %< 9% ( Small
artery disease, SAD) WY, HEBRARME (1)L T5PE A
e 2 A o AR 2 11 1S i I 5 (20 A g A
R S A g A rh sl Co A B s (O iR I . A
Xof Pt R A B A AR i 24 i S T T2 AR
R o S A\ HE T 38 2ok i s R4 A A DL R S
WA ASIA, AT A PR, 5 1S B F
WAL C R TR Z B AR A AL TR 1R
JYEREEL . ZINAM RS 5 EH B TR %
G JERE MR « F B GBI LA K™ B A O
it JFE O ECHOBR B o TS SR Y SR SZ s i i %8
o 9404(396/421) , Xf HEEH g 9376 (378/406) . Mk
NS 5 AT TR R S Rk 2R A 2R S AR
U A ) v I AR AR VR P S L 2 JJEL [
iz (Total cholesterol, TC) . H il = Bg ( Triglycer-
ides, TG) K% B Jig & 11 IH [ P ( Low-density lipo-
protein cholesterol, LDL-C)) Fll A1C, ##JR A & X
Y2 A IR A A O S 2h B3R T 9 b
i 1 25 I8 1B K OF- > 7.8 mmol/L 5> 11. 1
mmol/ T i, 5 ML AR BE SR 3 Yt Sz I 1ff s
FIIE=140/90 mmHg BOETEMRFHFREEZSY) .

1.2 CYP iy SNPs (PR FIZE NI E - AR5
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A NCBI %445 )% Chttp: //www. ncbi. nlm. nih.
gov/SNP) # % iy CYP3A4, CYP3A5, CYP2CS,
CYP2C9,CYP2C19, P2Y12, P2Y1 F1 GPIlla #t
HAY 15 /> SNPs, S8 T DL R FRife: (O DIATAE ST
VPGS SNPs; (2) AT 3B FERR UL R SNP.,

1.3 BRI MRIEIRATLAFT AR5 Al 5L
MBI/ H B AT I ) B v X DA AN I
PR SE A 2 DNA BEAT RN 70 8, ] 3. 0. 0. 4
W) MassARRAY RT 3 {F SR #4735 K 24 9 1
FFH 3. 4R MassARRAY Typer 344 G Fil 4
JE P E H 3 BF A9 Sequenom Inc. ) #EFT 0 #r. X
46 SNP 14 5445 o 5 DR A HC 2 01 ) g 19 280U 3
7328 X TR RN RIS Z i E 2w A 201
NGO R 5L 2 I E IR 2 4

o4 /R A BE R D I 3 ik
IM(3 mL) 38 52 375 O B A T 32 (LT AD I 54t 1 /)
MR AR . 2 Al — SO I a4 AR IR AT LA A9 B 5
1o IR M/ MR SEAE RGBS R A8 Ak . D62 i
/N B B T 5 {26 /R 7 JH BioData PAPS-4 [fi /MR
R 4 i1 (Helena Laboratories, Beaumont, TX,
USA) AL EIF10. 5 mM AA F110 xMADP 5 min
J 1R IZ5 6

1.5 SEitaeabs JE Tl 5 -5 R AE EAE Y
HEFERE A S 2K AR GE T 360 141 5835 Fl 360 44
ANIE A B AOREAS B 2 L)l = st A AR 4.
345 5% B EMACEAR AL 80 %0 BA 1 BRI | 3
SRR BR AR AL, T A Ge it o A 4 4] SPSS
16. 0(SPSS Inc. ,Chicago,IL) , fifi F 5> K5 o34 3
PRI AR 5 Hardy-Weinberg - ) fi 22 IF: L 55k
DRI UG 3 R ¢ AL H A TS R IE & X6 B35 (1) it
AR, U o K A R B B B Y U Y A
AT/ NI AT Fisher AEAIIA, XF T 3 PR A
PR ELAEFH 2341 i ] GMDR J7 i (Beta, fiiAR0. 7,
www. healthsystem. virginia. edu/internet/addic-
tion-genomics/Software)!'), GMDR 18 T fix K
ISR RITCRBR R T BT A MRS 3. P {HiE
A5 IO E L X 2 —FPE GMDR 4 rpai
A5 K A AESFAN A, B S 2k st
MEIE o 38 Ak K LI A5 P~ 1 0000 152 22 5 - 34 it )
RE A AT IWBORB E et B &M, B
(B4 28 IR AT A5 K AR BE bl 2D By T 22k ik
MBI BAE . B e/ NI 3 22 , e K28 L5
E— B4 L P<<0. 05(H 3l )k GMDR #ff:
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AT AT D B A R Ol R e AR AL,
Hh AT Z 0B B 5B AR #E A XU TR 3R
FHACVTAl 35 [R5 R AR A R 6T IS XU 9 2t 37 BT
k. FEDH A ) AR XUBS: AN IS B & e R L L
(Odds ratios, OR) 1 95 % & {Z [X.Ja] ( Confidence in-
terval, C) 7/~ . 5218 B4 2 (False-positive re-
port probability, FPRP) APFAL A B X kB, A
K0, 2858 B i FPRP [BI{H. I8 & e B HE % H
0.1, DA 55 56 PR AH 5G9 LU 1B EE COR) 2R 0. 67/
L S0CPRY/ X BN . HA FPRP {H<<0. 24 %
WHRMERTEENAI. DL P<0. 058274511

RS

I o

2 & B

2.1 WEFEXTRAIGREFAE 1S AR IE X Bt
MYFELERFIE LR 1, FIE B 0 RS L8, IS 3 4R
B EE R (P<C0.001), BA B 19 g 1l He o (P <<
0. 001) FIHE BRI AR (P = 0. 032) LA K B =5 (g Ak
MELHE FHKF(P<<0.001) . R0, 2 dAL 58 fE s [
AT G AR B2 R B H IELIE RS (Low-den-
sity lipoprotein cholesterol, LDL-C) | & [fiL %% fiH [#] iz
(Total cholesterol, TC) . H il =i ( Triglycerides,
TG) | [ BSf Jo Z W2 K - R o i 48 B I A 3%
25 (P>0.05),

R 1 2 HAIEREFE

., 1S4 X} R

R (n= 3%6) IE:: §78)E

W (x5, 4) 68.79 £ 11. 11 64. 98 +10. 29 <0. 001
Fa(%)] 235(59.34)  222(58.73)  0.924
B %0) ] 302(76.26)  99(26.19) <0. 001
BRI ()] 138(34.85)  97(25.66)  0.032
RS E(T £ 5, kg/m2) 24.10£2.33 23.90+2.62 0,221
R (%) ] 165(41.67)  159(42.06)  0.942
R (%) ] 184(46,46)  170(44.97)  0.694
TG(x £ 5,mM) 1.96£1.12  1.83£1.02 0,182
TC(z + 5, mM) 5.54£1.36  5.36+1.21  0.061
LDL-C(z £ s,mM) 3.1551.27  2.99£1.19  0.376
HDL-C(z £ s,mM) 1.23+0,38  1.26£0.42  0.223

Aﬂ:uw W5 ( stei
BLEIE R Homocysteine) 12.73£4.24 12.49+4.36 0,462

(x+s5,mM)

AC(z£5,%) 6.6211.62  6.0211.64 <0.001
JA¥F 5 (Previous treatment) [ n( %) ]

FEIEZj(Antibypertensive drugs) 117(29.5)  89(23.5) 0,071
[2(¥%)]

[A8525 (Hypoglycemic drugs)[2(%)]  113(28.5) 85(22.5) 0. 059
7T 225 (Statins) [n( %) ] 481221 401,60 0.912
B ] DT Ak  Aspirin) [2( %) ] 51(12.9) 45(11.9) 0. 823
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2.2 B IS FAEFINE N IR Z A HE R A 434

AAHFEAGIN Y 15 Fh AR S i FE R AL 5345 5 Har-
dy-Weinberg S-SRI —F (P>>0. 05), 15 FhAE 7
R I R BB A HE TS FRE LI 5 %) IR 38 22 ] i
HBFEZREF(P>0.05) (5% 2), sk, shifkistEasif
P 1A T B ( Atherothrombotic, AT) Fl/N sl ik 5= i
(Small artery disease, SAD) £ & = [a] {1 3 [F] %Y 45
KA WA ZR(P>0.05),

R2 2HZIEMEEHBLLE (20D ]

IS4 1E 5 % IR 20
S
= (n=396) (n=378) P

CYP 2C8(rs17110453)

AA 180(45. 45) 180(47. 62)

0. 796

AC+CC 216(54.55) 198(52. 38)
CYP 2C8(rs1934980)

CcC 57(14.39) 55(14.55) 0,892

CT+TT 339(85.61) 323(85. 45)
CYP2C9 % 2(rs1799853)

CcC 396(100) 378(100) -
CYP2C9 % 3(rs1057910)

AA 360(90.91) 349(92. 33) 0. 824

ACH+CC 36(9.09) 29(7.67)
CYP3A5(rs776746)

AA 45(11. 36) 40(10. 58) 0. 682

AG+ GG 351(88. 64) 338(89. 41)
CYP2C19 % 2(rs4244285)

GG 198(50. 0) 182(48. 1) 0. 836

AG+ AA 198(50. 0) 196(51.9)
CYP2C19 % 3(rs4986893)

GG 361(91.2) 355(93.9) 0. 468

AG 35(8.8) 23(6. 1)
P2Y1(rs701265)

AA 213(53.8) 219(57.9) 0. 305

AG+ GG 183(46.2) 159(42. 1)
P2Y1(rs1371097)

CcC 204(51.5) 221(58.5) 0,206

TT+CT 192(48.5) 157(41.5)
P2Y1(rs1439010)

AA 206(52. 0) 219(57.9) 0.213

AG+ GG 190(48. 0) 159(42. 1)
P2Y12(rs16863323)

CcC 88(22.2) 95(25. 1) 0.522

TT+CT 308(77.8) 283(74.9)
P2Y12(rs9859538)

GG 304(76. 8) 280(74. 1) 0.563

AG+ AA 92(23.2) 98(25.9)
GPIIla(rs2317676)

AA 233(58.8) 242(64. 0) 0. 284

AG+ GG 163(41.2) 136(36. 0)
GPIIla(rs11871251)

AA 141(35. 6) 121(32.0) 0. 431

AG+ GG 255(64. 4) 257(68. 0)
CYP3A4(rs2242480)

cC 214(54.0) 200(52.9) 0. 942

TT+CT 182(46.0) 178(47. 1)
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2.3 IS fAE DASIE X B 25 Hp 14 35 [R5 A i) A
ER AWF5E i GMDR J7 58 T SNPs 5 1S
AR BB TR AF E AR FH A DG EK , & BAT 5t 35 R PR3 [
MHEAVEH. WA IS By &5 fE R R &
rs17110453A>C, rs2317676 A>>G 1 rs16863323C
=T, 38 LHE—BUEAR 53 10 43 Qi 4 10 53 4F
BMERARS R 9 4 G4y 10 49 (P=0.016) (3 3).,
BEAR s AR FE I Ry B A AR R T B PR Y
GMDR X . J PR A7 o5 A58 AU 1) 950 J0OKG B2 4 O A
0.523.0. 614 F10. 546 (43 3k rs17110453A > C
rs2317676 A™>G il rs16863323C>T) , i/ P (&K
0.923, B IE—AE S T 3 RO B AR A A
FAE(P=0.014), BI3X 3 A sfe s e 1S ik 4k
HAEAE B E DR R VR S i A S A T 5l i 1 A
FEPRT 5 A8 5 T 30

3 AR LR T S SR — Btk
) LR G E R P {H
MEFARE  WAPERE  AOU-SHERIE  Sin

(Training balanced (Testing balanced ~ (Cross-validation  test

R
(Best model) *

accuracy) accuracy) consistency) (P)

15 0.513 (. 523 8/10 7 (0.179)
1.2 (. 524 0.519 9/10 8 (0.324)
1,2,3 0.572 (), 543 10/10 9 (0.016)
1.2,3.4 (). 568 0. 604 7/10 7 (0.514)
1.2,3,4.5 0.612 0.518 10/10 8 (0. 642)
1,2,3,4,5,6 (. 587 0. 476 8/10 6 (0. 687)
1,2,3,4,5,6,7 0. 626 0.524 7/10 4 (0. 817)
1.2,3,4,5,6,7.8 0. 641 (. 524 8/10 5 (0. 347)
1,2,3,4.,5.6,7,8.9 (). 662 (. 528 5/10 6 (0.832)
1,2,3,4,5.6,7,8,9,10  (.586 (. 554 7/10 5 (0. 644)
1,2,3,4,5,6,7,8.9, /

0.519 (. 476 6/10 6(0. 368)
10,11
1,2,3,4,5,6,7,8,9,

(. 474 0.513 4/10 5 (0. 724)
10,11,12
1,2,3,4,5,6,7,8,9,

> 0.638 0.543 810 4(0.379)

10,11,12,13
1,2,3,4,5,6,7,8,9, ,

0. 576 0. 617 7/10 7 (0. 247)
10,11,12,13,14
1,2,3,4,5,6,7,8,9, ,

(. 552 (0.514 8/10 5 (0. 267)

10,11,12,13,14,15

T * 4 Numbers 1-15 represent rs17110453, rs2317676, rs16863323, rs4244285,
rs11871251, 15776746, 11371097, rs701265, rs1439010, rs2242480, rs9859538,
54986893, rs1934980, rs1799853, and rs1057910, respectively

F4 BT SEARBEFR rs17110453AA,
rs2317676 AA F1 rs16863323CC [L#, IS 5 3 i #
oA R A& 2 | & BE. rs17110453CC,
rs2317676GG Fl rs16863323TT Z[a Y 3 N3 HAE
X Z BB T E RSk, S5 A
rs17110453AA, rs2317676 AA Hl rs16863323CC f1)
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B, B rs17110453CC, rs2317676GG Fl
rs16863323TT Ay IS B Ad XU BA 2 3 5
(OR=2.46,95%CI =1.18~5. 96, P =0.004),
R 22 35 (R (%) A B AR R BE AT o] 2 37 (%) PR PR A 5 2
IS 7 > B 1 4 AU

&4 IS SRR G Z A OCHK

rs17110453 rs16863323  rs2317676  OR 95%CI P
AA CcC AA 1* - -
CcC TT GG 2.46 1.18-5.96 0.004
CcC TT AA,GG 1.97 1.02-3.95 0.037
CC CT AG 2.23 1.08—4.17 0.021
AC CT AG 1.07 0.85-2.07 0.317

CC,AC TT GG 1.14 0.71-1.85 0.284
CC TT.CT GG 1.08 0.66—-2.14 0.476
CC,AC TT.CT GG,AC 1.12 0.72—-1.94 0.603

¥ * i Non-risk genotype for each genetic factor was used as the

reference OR

X 0.1 M Se s ME R, Rk e JE R LY OR
0. 67/1.50 CE3/JRUBS ) » G2 1F B 88k 0. 986, T
rs17110453A>C, rs2317676 A™>G Fl rs16863323C
=T 22 [B] 8 i DR 38 1 3k PR 5 S B F A1 S 4 4 4
# (False-positive report probability, FPRP) {8
0. 173, A~ b 1S i KU 3G . He T A BH 1 1
ATREME <209, It rs17110453A>C, rs2317676A
=G Ml rs16863323C>T 3 A HLH A 5 1S KU =2 ]
(4 AH A FH 22 TE A G B A A 2 (A i R 1 R B
2.4 ISKESHTRZEIEE ST fF 3 AR SR
BAE—E = A A IRUBSAE A R EL AR FH A A
. 1s17110453CC, rs2317676GG Fil rs16863323TT;
rs17110453CC, rs2317676GG/AG Hl rs16863323TT;
rs17110453CC, rs2317676AG Fl rs16863323CT #% A
e AU ) 58 B AR 5 B R 151s17110453A>C,
rs2317676 A>>G Fl rs16863323C>T B4 AAE MK
W AZ B AR B 0, Logit BERLS3Hr R, 75 5%
AR M . OB IR B s AIC R R
rs17110453A C, rs2317676A G Fl rs16863323C T 4%
SRR R A TS RS B 3G = (R 5) .

&5 IS EEERKNRKZ T

iASASES Wald OR  95% CI P

R 5.23 1.24 1.08-2.36  0.014
5 I 3% (Hypertension) 14.23 5.22  2.4-11.8 <<0.001
i PRJE (Diabetes mellitus) 0.85 0.82 0.72—-1.36  0.128

T KU RS 5 A B (Higherisk in- .
teractive genotypes)

A1C 0.92 0.94 0.86—-1.77 0.243

2.24 1.17-5.62 0. 005
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2.5 IS g3 s XURS: 3¢ 3k PR R ofiL /N 2R 4 1
PERYSZI A3 B 3 a5 )i SR AR T6 A 15 AR
SRR 25 R SR 45 Al i KUK A2 BB
R R I/ P SR BT 8 2 A6 AE DU R ( Arachi-
donic acid, AA) 5 F I8 & —BEFR IR 1 (Adenosine
diphosphate, ADP)%5 3 i~ 4. 4 /& T A Bt B AR #4f7
i KU 22 LR A R (BR 6) .

R 6 E G A LR RN IS B i/ N B AR T M i
1/ B 4E % (Platelet aggregation) (%)

4151 A DRI A — BRI K i
(AA-induced) (ADP-induced)

IR 52 K %! (High-risk in-

RAR AN (Highrisk in o) 5 ¢ 88,2+ 14,2

teractive genotypes) (n=284)

1o JRUR: 38 1 5 (K 8 (Highe-risk interac-

RS IR (Highrrisk interac g, 0y 60 g 3qq,70

tive genotypes) (n=112)

T SR R R R A, * P<<0. 001,42 P<0. 004

3 3 i’

CYP.P2Y12,P2Y1 FI GPIIb/11Ia 3 A i 3 A
AR SEAE IS S I8k s FU5 o i mT RE ML 1% T IR A
. ABFRR H R BRI AR S 5 v [E R
IS Z [8] () ¥ 75 Bk, A WF5E & 8L CYP, P2Y12,
P2Y1 H1 GPIIb/Ila 3L ) 15 FiASSEAE 1S B
FIE# X B3 Z [B)JFJo i 2 2 5% . 4R 1M, GMDR 43
i #8 75 rs17110453A > C, rs2317676A > G Fl
rs16863323C>T EAAYEIN IS XU 1 BRI RN o

CYP2 H1 CYP3A J[H 5% 3= B g 1 5 AL T
DCSAR S AE TS () & A RS TR 38 0 f AT AR T
#, Suh ZEUS A R T CYP3AS fif A 36 3k 5L (4 )
(CYP3A5 = 3) 55 R s kBB ARG 6 A~ H W3l
Ok it A T S S A5 3 38 0 A G T LA AT 5% A TE 52
CYP3A5 {13k K AR S5 R SR B AT L/ M SR AR A
A, Y1 &2 A4l ALOX5AP fil CYP3A5
(LR Z MG I T 1S 1 5 Bt OF 5 IS B W
Skl S 55, 78 H AR ABEdh CYP3A4
A1 CYP3A5 gy 5 1S JG 56, {H CYP3A4 1] g
5 S i e OO SR B o A e . FRATT AR Y
WFFEFH], CYP2CS rs17110453 0] 5 1 3 A4k W
fiff 2(Soluble epoxidase 2, EPHX2)rs751141 P-/~3&
PRLASE 7, 19 A B A S 80 IS kA 1 XU B 3 3
2. SR, Marciante 2820 A #8578 CYP2CS &
CYP2CY 78 5 5.0 WAL Y IS Z (A AT K,

I /INHR 32 A FORE B 11 Ta 76 I/ MRS f R 2l
Jok it A% T2 B vy v R A, — BB RE Y &
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P2Y12 JEH LM S5 AN KA AR A 2, 1 X X 2
FE DR Z2 AP A I AT R AR R I AR R i 1
(AU A 0 (B . SR, Zee ST N Kk R
P2RY12 75 B AN BLf5A H2 5.0 JUEAE (Myocardial
infarction, MD 8§ IS ST M. —f R tEm
ZER AN meta /08T B #ERY GPIa iy P1A2 3£ £
AVERE IS BYFER P 2 s R O PR PR R0 R il 78 722
gl iy 1S, e S P B A TP B a1
PIA1/A2 N 2852 DU SE A fa 6 2 L (AR
JE ISHER R ER . ARWFFEIE K B B 0 50
MrifABe % M P2Y12,P2Y 1, GPIIIa 3 B 48 5 1 IS
FEAERE M

DL s SEIF 58 0% AP AE T I 25 R T RE R 1P 2
WRER R . 55 1 AR AT BRI A ) 1S
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