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Aspirin and P2Y12 receptor antagonists are commonly used antiplatelet drugs in clinic.

thromboxane A2; platelet aggregation

Dual antiplatelet therapy is the cornerstone of antithrombotic therapy in patients with acute coronary syn-

At present, new P2Y12

receptor antagonists, especially ticagrelor monotherapy, are the subject of in-depth research in the field of antiplatelet opti-

mization therapy.

thromboxane A2 production in platelets.

Ticagrelor has broad-spectrum antiplatelet mechanism.

Studies have found that P2Y12 receptor antagonists can reduce thromboxane A2 receptor expression and

This article summarizes

the relevant research on the antiplatelet mechanism of new P2Y12 receptor antagonists, especially ticagrelor, and proposes

new ideas for optimizing antiplatelet therapy.
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2510 I TWILIGHT BF 58T )8 1 B3 4% B 1% 0 24
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A PR3 )5, P R 2 T A 3 P o 2 R o
Wt /N & AEFE B AR R AR R BRI A
SHUMM I iR BT A R A R
AT —A B 18] 55 5 44 AT AR R B i /N W 25 9 0F
IRITIRE S, BUA RPN 259 it IR 6 A
PR AR H I XU 0N, (BT A4S BB ) L 355, B LA
AR FH T 166 R 5 o /0l 3R A 40 o 3510 ( 3 222 /s
b 1 b/ Ma ZARSEPUR) ByTHRe ik, (A
I PRURS: i R Y e e o BN DR A U 14O i 1
PRI GBI LA S NS M A B R v, K242
AV P A5CHR J2 0L/N Bi 3 A 400 ] 551 6, 5 B 7] DT AR |
P2Y12 SZARAEHUH | PG i s 45 Bl ] DT AR 3 23
I AR AT 30 A R PR EUABIE 1(cyclooxygenase-
1,COX-1) ,Jd/> M ZE A2 ( thromboxane A2, TXA2)
Az B, A TXA2 B0 /MRS 1k P2 Y12 52
PRFE P 3 n] 3 sl A ] 3 LY P2Y12 2R 4,
R0 it/ NS A 11 1 b/ M a 3244035 16 R 2T 4 4 1 5
DN 30 6 AR T B, PR BT ] DE AR AT P2Y 12 22
PRFEHORIPT I DGR TT 2R HPLEIAS R, P25 5
B N AT L — 2 ] /MR R . H il R b
FH BT ] DC AR P2Y12 SZARFE BT AL DAPT 5
Z0E ACS BEPRERNDUR T, ATAROEAK ACS Al
28 B i MR B Bk AR 5 B R R O I A 3 1 R
G A AR L S 2 ) S T AR R A
FEAR TG 2850 IR 40 B 2 3 P450 ( cytochrome
P450, CYP450 ) A 4% A0 7 A= A 40/ T 1 1
FRFF= 9, AS Al b BH T P2Y12 524k L %) ADP %%
AL, CYP450 JifF 3L CYP2C19 fA7E 3L H £ 2
P, 33 25 e S AR T b i /N AR A o S R R A AR
P, FEOR R 2 571G, 25800 g &
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TR, B3 4 /N W s AV T I /N, AN
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£ | [l Al i MR S R R 5 5, 2 5
Z I/ 53U R R A 55 AR TR R 12 . TXA2 J&
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AL A MR IR A2 J3 3 TXA2 B, il G
BB AZ R (FEIE Gq) S ik i/ M Ak Bk
PERT) Bl E DE ARSI T AA S48 ] 58 P 4
COX-1, BH W7 i /N A 2R 46 A A 72 4 TXA2 AR AR
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S ST I i N AR S Rk AR B g R,
P2Y12 $EBUHIRT AA 0 TE 5500 /N R 4R i AR A7
FE— 52 BIAHIAE R

ADP & 5 —Fh i 2 A9 il /MR R A2 s3], 5 i
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HAA L, AA 25 COX-1 I TXA2 41 i % 22 AL 1k
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Ja W HAE ADP 35 1k P2YI12 ZIRRTIR N, FF A
TXA2 SRR MBI A T (von Willebrand Factor,
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N I H AT 2, I Z B2 ( thromboxane
B2,TXB2) 1Ek TXA2 By 5¢ 2 R, Kzl TXB2
AR N TXA2 K, BFgE ™ &R, 5 22 A
Fe, BRI DCAREE SR R v 11 22 MR BE B2 (11-de-
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hydro-thromboxane B2 ,11-DH-TXB2) IKE R (58%
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FERML T 56F P2Y12 Z M 51/t TXA2 A A%
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B, 5 ARG T7 /N B H, 25 7 S s o 03 R A%
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PR PR B /N BRI TXA2 AT B S i, 13k
E—AE T P2Y12 AZARKE TXA2 JE R b ) 8 %
M) A A BT ] DT AR A5 A 0 A A R
IRREAR I /N P72 A2 B TXA2 KT 95% , A BF 5%
P2Y12 SZARAE B X TXA2 8940 51 R ms /N T by
AR P2Y12 Z R0 TXA2 7= A FE AN A,
Armstrong %58 BF 5% % B, FE SR AL P2Y12 SZ M H5 BT
TN A T A AE R T HE T AT ] DA A i A it s
R A I R FAR /N FLAS 38 & A0 SR S0 T, D 1A
ESRAYL P2Y12 SZARFE BT IR 1/ BT TXA2 Bk
UL P2Y12 ZZAR KR SN ADP B/ DA X, [H]
7 RV R A i U5 AEAE SRR T, Bl ] DC MR A AT
SNSRI E T S48 B4 L 4 40 1Y BT R 4R 1E
FH B S i vl [R) A ) AA AT ADP 3 18 BU&
Feoke s BB o /0 A R 4 AR T H T, AS T
P2Y12 SZARFEHUHI N X /M TXA2 A B 0 1Y
SRS S M o AN D, TR AT & B, S R
P2Y12 SZARFE B0 B 6% B 15 LU UL A% H B8 AT A5 b
W TXA2 A,

3 P2YI12 ZEFE T TXA2 KRiFHEE
BIER AL

56 0L AR Ry — b i 2801 /N 3 3R 3 TR
HE LD S 7 H el i /A ™ A SRR, A A
ST E H P 1/2 (extracellular signal-regulated
kinase, ERK1/2) , X P 22 53 J5U i AL 25 F 300 , 1 5k
(N3 SR IRANY BN R = R = RN ISR B 0 (g A=
ALk 7 B hn it B AU RSB A2 (cytosolic phospholipase
A2 ,cPLA2) i X — i B AR i/ MR BER R AR
TEY R AR SOE SZR 1( protease-activated re-
ceptor-1,PAR-1) I Ik . PAR-4 I8 Bk . 58 ifi /i 2 7] 75
S cLPA2 )3 3, TR AA, B B TXA2M)
Shankar 55’ 3 1 {4 Y S 58 K BE, P2Y12 Z KA
T AE A% T3 [ A e 7 BE I A2 A3 Bl cLPA2

WEIR AL  AA T TXA2 J A 55 5 I b o 22 (1 3 o
VERT, P2Y12 Z AR Sh 70 BE L V5 5 TXA2 AR
e e P B DI RET 1 SR AE T, 1T P2Y12 2 MR 4s 4T
R A X —

4 P2Y2 BEHERASHETEEED R
Prim /N B B 4E B

AP I/ INR T B 2 PR 7 I/ NS R A 1 =
FARAT 56 4 WA P I /N A T R 1 44 A1 A6 Iy
B, EEFRE ARSI /MR 56 5 A 25 B8 /N AE
RN R ZE R AG R o N R AT A 0
EPIEPE AL 4 11 81 28 & (prostacyclin 2, PGI2) Fl
— % ALA (nitric oxide,NO) , 7] PRI FEAL ML /M bz
FEB IEANTE 24 054 1 /N 35 AR, -2 R4 1l /R K 24
B 50 P K 4R RES- A FEAR Y, NO R/ B PGI2 Xf
I /NKR 6 A LT A A AV F  (E 2 A
¥ TRAEAEIT , NO Fl/8% PGI2 413 1L/ M B8 4 2y
fie 1 B 3 s (R SIS 7R 24 NO il PGI2 [R] A A7
FER , B 259% 500 5 5P 45 AT fnk 25 38 g
il MR R ERIBE /1. NO /8% PGI2 5 P2Y12 %
RSB AE 8 50 30 51 1 /N 3R A VR O T8 A7 7 T
IR, B2 ARG T 77 R % P2 Y12 SZ AR 45505
P/ RER S E AR B, BEWT I/ R
P2Y12 Z R38R E M T /M PGI2 A1 NO )
TR F A RURAE " T B Th R B s,
WEPRI , AT DL SRR P R T Rg Y ST Al 4 A T X
A N TR N R N | AN 3 T

5 HE P2YI2 REHEMAIBERIREXIIRE
% M e B0 I /N S

T SR S 75 2 2 i AR 8 2 U 3 R R LI
ADP 5% ATP 285 A% 17 R B QI B R4 A 4 2
Y, E W AR N AL RO B GR B LAE R kL RE
AT AL /N AR T BE AR, E R T i 2 e 1
W, FEAR N AT I 32 R 1 e A L B o
fift PR IR, 5CE FH T 40N ADP Rl ATP 1A i,
PR R — b A A5 ot /0N A 3R R P 5 3 0
A2a SZARAE /SIS AL A B e T A A
TP I B 1 T 2 3 0T O 1 o 240 L 4/ i e
FEPO X BITFAE G ADP A S 1 /MR R iR AR,
e B T 3 SR K EAE T A2a 2R K
FEGUI /N I ARG % B, B4 T 1%
FE BRI I B 38 B BE LR P9 R L T



CN 43-1262/R " & Sl ik lifb 244 & 2022 4F55 30 455 2 183

A e L PR T, RS B E R A0 B £ AR
FI, SRS 5 AR LL, BT 8 P2Y12 A2 R4 B 51
AR i 1 S fA% B AT LE— 20 b O LA
BEHE 1) AR B T FRLRN (o i 55 BHLZE 2 L ACS JBH
B AR B IR T R L R A IR
o TS TR AL, AR SN S8 e B, B A i
T FRD LY A0 ) T 2 0 R YR B B, A
P2Y12 32 (A BELIBT 751 4 S A 7 L3 ks 7 L s
T BT PR AR 7 S S P T £ 40 P B
AT TR RANA T WOR RS T i 2 R b 5 ) 21 4
JHE s Al 240 JHE X Y F) PR IBOR $ Ry ACS R Y
LA R J3E R AT ML/ NSO ] R R4 5K T
ARSI, 3 AR Bl bk L 3 6, A Tz 5O
PRIPVERT

6 FE P2YI12 AT B &R ZXT M
B T 4 B A 52 58 B 22 Mo A E i /N B R

BTR3NS A R R it/ A R
i 4h 2E 91 (platelet extracellular vesicle, PEV) A
I, PEV Hy % 5 B8 62 22 1 2 1 BT R B AR A %
M L /INAR AT A R 1B 46 40 B A A B i
FKrh PEV Bfg i P-1E P8 R AR 1 22 2=0hR 5 HoAt
DR A WS TR 85 B8 T AR T 255 BRI A1, 1
g i Y A A Bl T S0 bk ok R R A A E S A
MARTERL T LW Gasecka 55 4% 10 4 521X
/MY LS P2Y 12 B2 A B A A i v
—&IE, K5 M ADP 15 AL I/ i, 8 o B AT SR A
D PP ot/ A s R P, X 40 B (S0 7 PEV
AR BEE | A HLBA 07 PR A6 B 3% mT LA ] 2 IR PEV
IRV UESE P2Y 12 SZ RS0 R A% 3 1% 1. 35 a2 Ifi.
ANHR TR EE Y T PEV, DTS BT i 4 T

7 B P2Y12 R B AR e i Xt B Bk
mEKRIPIER

ADP ZZ{K P2Y12 W] LAAE VSMC 3 3k JF ) 38
MR, Grzesk 451 3@ 5 45 Wistar KRR ETIREi ks
Tty 1% Fl1/ S BT ) DT AR Bl 2 B ), R AN A TE N B
YRLAFTE B ASHIS I T HMEE ADP 2 RI4175
T VSMC W 4i VE T, [ B & 30 i 741 dk Bl =) DG AR
(10 mg/kg) AT LA X PR EH

GRS B AH LL, R AK B U R R BT B ks
BEREAL Y 22 A e TR T e 0 19 /0N BB T o e
T, RS T s B A% I I TR YT 16 J R IR

s i 185 2 2 ik o3 A S Ak %) R B I AEG T S e A%
2 HE 2 T i A Ak 2 e €0 15 TR BB B 2 VA A
PRI A B 15 2 L SR A E 2 B0 JDkook R A 1k Y
IBE I 4 92 10 02> , 7 3 Ik ok R A 437 BT 4
W5 1 ( paraoxonase 1, PON1) ¥ IfiL 7 16 P A1 2H 21K
ST 0 BB AS B I 8 2L 1 T PONT (1920 R B
T3 MO A T A 4 B R BT B Ik o A B Ak A
S B 1 IR IR0 7 18 R AR M ok R R Ak 1Y W]
FroRmg

8 HIENRE

Zr BT B P2Y12 SZ AR PR L HOE B A%
Tt FAT T 22 R B B/ NBVE T ML, A7 7 < Bt
M/ RZSI I 22 50 i B B 20 I PR R SR il
WY K, BB P2Y12 SZARAEHR 35 A BT /)y
ARATL A AN BT , 33 X470 1L /DN 245 0 A 328 9% 2 4t
E Il aiby
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