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Abstract: In this study, we discuss the signaling transduction during platelet activation, and review the active
components of antiplatelet Chinese medicine which have been used clinically or are under investigation. The results of
articles review showed that with the clarification of signaling transduction during platelet activation, the possible
therapeutic target has gradually been revealed. Currently, the main antiplatelet agents used clinically are chemical
monomer with a single target, which is prone to increase the risks of bleeding and irritability in addition to low efficacy.
Targets of components from traditional Chinese medicine with anti—platelet aggregation effect should be specified which
may increase their clinical application. Combination of traditional Chinese and western medicine may improve the
efficacy and reduce the bleeding risk of currently used anti—platelet drugs. Moreover, new drugs or cocktail of approved
drugs specially targeting multi-steps in the activation of platelet signaling pathways with high efficacy but low
side—effect should be developed.
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ML 7N S 47 A A I3 ) T AT 40 A% ) TR
FELR I . R TR B A AR 3 e AR R
PVET . IEH T, /MR PRSI IE XAEHL
R ERS, AT —Fh “FE” RS, HHBERIIN
B2 240 0 ) ke 451X A 3 380 O i K s L N 8 A
SS9 2 A0 238 F4 LA P I AR 7 (von: Wille—
brand factor, vWF) 5REEEMNEET HRIELS S, I
HE5¥EH Ih/IX/V(glycopmtein IL/IX/V, GPIb/IX/V)
AFEL A P i/ INBR R BT 1A B A L Bl 4t 7R 6, &
R E, BRIBMANEY ., GO RE Z %R
(adenosinediphosphate, ADP). I# %t & A, (throm—
boxane A,, TXA,) . 5- ;é@ﬂ§(5—hydroxy tryptamine,
5-HT)%, #E—PAEst i/ MaGfe; RN IR ZAME
S PR S SN, JEH R NIRRT B B
BIGHEFREEGRN N -V [F5ES, S owps,
SR /MR AR AR, JF Hofih kB & RiE S
“Hh - N7 (RS, ARHE L MUBUR A ) — 2D R
TR i R AR RS E P

UTAERE, I A4 5 g o R AR e i A A
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— 86 BT /IR A TR TP 25 306 1 i o R AT R
S MR 25 R A SR R

1 vWF, BRJE R /N el a4 s sh 3 & E ]
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I/ N BB B A5 55 2l /Ml vWF i
JE 55 /N B T S R (BL HE ADP., E I
TXA,. 5-HT %5 )F14$ F AR 1) 52 AR M BAEH 2 J5 i
LS
1.1 vWF %4k . RS2 B 1Ll GPIbIX/V &
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Y B R A Z R RE . 76 & 5 DI i AR S A
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vWE 52 EENBET MRS G, 2 68988
vWE Al 385 GPIIX/V AHEAEH, #EmiE shili /M
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& (Fe receptor, FcR) v - 5D Fe v Rlla MEER:, X
PN EE AL T H 88 32 IR I 2 IR 16 Ak 25 7 9] (im-

munoreceptor tyro sin-based activation motif, ITAM) ,
IFil it S S22 & GPVIT 55 FeR vy — 4 78 20 it 3 1 JE S
454, SR, Sre KR A RRIMEGHEAL FeR v HEA
Fey Rlla JEA7 RS2 R WM AL, DT A2 32 5 AL 1 i
/ﬁﬁﬁ%@,’(@ﬁ(spleen tyrosine kinase, Syk)ﬁgéﬁf% Y53 Syk
H B, B Syk g ah G54, ST
MM 153285 H (linker for activated T cells, LAT) .
3 AL 45 M Y 76kDa 11 4H L B R 45 11 (SH2 do-
main—containing leukocyte phosphoprotein of 76 kDa,
SLP-76) Fl1 % g 1 C—y2 (phospholipase C—y2, PLC-
V2R B AL, JFAERE 5 L = 8% 2 UL EE (inositol
triphosphate, 1P3)F1 [ H i (diacylglycerol, DAG) ,
I N A B Tk T, O O S PR C
(protein kinase C, PKC)¥,

GPIb FHfLIT X 5 F1 Sre ZEI G (sre—family ki-
nase, SFKs) M EAEH, 31T GPIbIX 1 RMI(E 55
5, G145 P13 # (phosphoinositide 3 kinase, PI3K) .
Sre tHCIE MR MG . BR T LIRBF S, vWF &%
K IR Z ARG IR 4G v—yes—1 Yamaguchi P
95 7 AH IR FE R R PR (v—yes—1 Yanaguchi sarcoma
viral related oncogene homolog, Lyn) BonE PI3K & H
TR AR R B(protein kinase B, PKB ) 5| & (fil /)
Mt B Y 3 % o 1220 B 1 — AL R (NO) Y 5 L,
O R S (Cyclic guanosine monophosphate,
cGMP ) 4K i PE 08 25 38 i ( c¢GMP-dependent protein
kinase, PKG) 1223 5 1 AL T8 1 15 il ( mitogen acti—
vated protein kinases, MAPKs)fJiE PR,
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44, 1 PR-15. 82D6A3 W] vWF Fjie S 45
AP, T2 TR PR B B ER T AR A A ) 1)
RN RS AR IR 1L, LG SZ AR GPVI PLK
S5 30 FeR y B8 . Syk. LAT K& PLC- v 2 (%
RRWERRALT; FHEIR A W] L] PI3K DL K& PKB H
FRAE®; 2 PR AT A0 /MR NO-cGMP AE 1k, Jf
HAMHIBEASEE C. PKC Al p38 MAPK (#I%",

1.2 ADP 3z 4k R AL ADP S0 2E il /MR 4
AU AR BTG PE P o, 32 B i A/l Y G
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R o i, M/ MUBIEFMERE, P2Y, EEH Gi
HEMEC, w] LU IR R 2R 1L B (adenylate cyclase,
AC) T, MIMIFEAR cAMP #e B, [AlBH0% PI3K fY
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PART A1 PAR4 A LA 77 55E il /i X A28 afi /I A 4 4
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M BE AR 5 S MR Tl s e R R, SR
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Ao AL, TR TIP3 UK, 53 51 DL PKC & A6,

PAR1 A2 HY /MRS £2 25 TR e
AT, AR 500 T i i /AR SR B L (B Bl g
P75 Y 2T 2 8 1 B 80 o i DR BT e 1l i 52 44
TR PART ZARHAT25 0 A . HATAL T 1l PRAF
BB A vorapaxar Fll atopaxar, Vorapaxa ZbF
L S im R FE B Be, it ke, P, H5%2
AT WSS, WFFEERY], vorapaxar REFEAR.C 1M 45
PR LA S P R PE T3, (Hog g R ) 2
(I, ALHEAN L. Atopaxar 40T 1T 3l RBH 5T B
B, g2 PARL SZARAEHH], M0 BE 0 A S 1 1/ i
Hr CDA0 YRS, AERE I Al /MRS, (H2 Ik
PREZ5 K BLAE ] atopaxar A H XK, 255 [REATFEIfE
AL, Iz R,
1.4 TXA, Sz B LRI TXA, J2 (/MR A6 A i
B L B s R . AN, B n] LU
R HAR R £ 175 5 70 A8 1l RN ADP 375 5 94 1L/ AR TR
A5 o B A G B AL A DR R IE A AR
SE 1 FR A AL W T 51 B R H, (prostaglandin H,,
PGH,) , ARG ifiie 3R MV E I T AR n, 2 A
IINKR AR AR A 5 R o TXA, 38 3 380G 1t /N L Y
TXAy SRR ER H, 2R (TXA /prostaglandin H, recptor,
TP), SH5PER G HAMBKSZIK Gq M G13 2545
M/NRTEA . TXA, 5245 GG Gq 2RI
FUR Uy PLCB, IR 1P3 F DAG #i , RN
PG B U EERS I, PKC BTE™, S ULIRET, TXA,
N it G13 3 AE H T Ui B RhoA (411 p115RhoGEF ),
SRIG VLIS Rho JORE, HEmI 0895 JLEK & H #25% (myosin
light chain, MLC)RYBERRAL, I IML/MRASIEF /)N
R A RS B R R

et A 107 FH 5 ™42 BT 1 /) Al 5 5 24 40 Ay Bl ] D
AR, BEAS B33 A ) B SR A, R TXA, 2R AL,
TR ST/ MR RIEH . BHA 55125
FRHT, S0 g KUY, E RS AR AL TXA, 17
il 37 . Z A Terutroban™, EV-077%!, triplantin ¥,
5, 6- "HEMNE —4- 2™, EHFFRERY, [k
Terutroban, EV-077 BF TXA, #1575 {655 & 1% faf
A DEARBI 7 A A 2 OB E R B2 R . ey
VR N E 0 . B TXA, & R 4 i 551
&% Ji5 1R R ME R 34 AT LA A i BR 41K B8 -1 (eyelo—
oxygen—ase—1, COX-1) FIF4E AL -2 (cyclo—oxygen
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—ase-2, COX-2)MyifitE, AZS R Rkl fil ReS I LA
PO AE A VO R s S /R B, JF HLEL A 7
WA, S EA R AT LA R TXA, P94 B, 3k 690 M
BT EAT T KRBT MR 2 P s e,

1.5 5-HT Sz Ll 5-HT S5 1l/Mi R 4%
FEW LS, Tz Tk R 5. SEAH
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T & FE T I I R S O VR 9
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I PN R R T L/ AT A S R A
BEM . B FREAPIARIE, — =i/ NS B
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K2 )5, Ml /MR - PLC 4 Fh Mg th, A
K W RRE LR, 22 A2 J IP3. TIP3 G 1A T 1
ERsZ I TP3R, TP3R MR ELE A4S & Tl E, Bk
e FRNER b FE AN FEERA . (D8R
Pk WLBER K i 26 1 DAG, A3 I/ A/ 153 ok
% I 32 1K Ha 3 2§ ¥ 38 18 & 1 6 (Transient receptor
potential channel 6, TRPC6)#E AN ; (2)ATP i
16 P2X, 524K, (2 A il MR B b 2 00 45 2 -1
A GRS T A NI (3) B RS 55 2 1
I 1A PR A A

LR P S e B T s B T AN IR A 5l
A48 PKC. F5MEE . NO IYA BURIES B i itk 8
FIBG. UTHABFTE IR, AR It T3t ) 110 5 12
W ¥ 4 R 32 [ T 1 (calcium and diacylglycerol—
regulated  guanine
CalDAG-GEF1) /2 MG 8 T B 5, BRI
Rapl. TXA, & BUFIBURAR R RERL, [F]I, 585 7k
J (9 TH 58 IE 17 945 SFKs Al PI3K/PKB {5 518 %

AZD6482!M IS A il i /N B B LA 4,
5- WM 20K £ H R L, AT IP3 HI DAG

nucleotide exchange factor 1,

FORITA, ISR A 25 1055 e 005 S S e o i
9] 240 1 DB PR DA AL PR B R R T
M T IE T BB O o Bz 3R mT AR /) Al 4 e Y
e S BT

3 *Ek'%%anbﬁ3 Ziiﬁi?ﬂ]ﬁ]?f']
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HETT SRR o s SRAUT I BN . IR {F 5
W2 AR 6 ERPETEME, FaE SRR
PR AT PLC BB AWM I LS AK A 2 — A5 Al
IP3 FI DAG, AESZARHE 5T s 2 R 0 <5, AT
1 /N A 22 o 2 1 5 T R R R R W R A
IP3 S BT D BN A, TE Ak, (24641
IEIRIRERT, i Z A0 TXA,. DAG #3% PKC,
N MAPKs V.2 F1 40 M M S 95 5 I (extracellular
signal-regulated kinases , ERKs ) g, B &l
oo, Bs WU, EMIALAEE DRSS, MRS RN
“Hh - N7 AE SRR,

“Hh - N FSE SRR EENFE SR G
HE WAL Gal3 F1 B3- ML X AL &, A5 BTE
SFKs,, JoHJE B3 454 M) c—Sre, SFKs iifijd FeyRIla
(B R AL Syk, SRJ i Syk 5 B3 M5 X A4S
&, {2 HE SLP=T6/LAT/Atk/Vav B4 4, T v &
PLCy2 BTG4, e 2 i /INBR 36 A 1) 15 38 % IH 245
GPVI /519 ITAM {5538 B,

o B3 2 A 1) 3 30 g BEL DA 1t/ ) Al R A 1Y) e
Jr AL E RIS R ERAER] . B R
RAET anfs AR HIEREYUAR, JHT 4K ER
sh ik 4 AV YT (Percutaneous Coronary Intervention,
PCD) I R A sl sh ik ki R AL VTR A 5 | il A 40 %7
Bayy, HEES A o, B2 e —
ﬁ#%ﬁiﬂ@jkﬂi(%’éﬁ/ﬂ (11qu3 %ﬁi%%ﬁfﬂ 5 5 OLImB3 %
warivesh &, ARAYURME, ARRED ., #K
BHOKE NSRBI Z IR, "B owBs ZIEK,
BB BRI D T I S R A RO RE R, AR A
F & B AL ZE AL S W REM i) 1L/ MRS B 32
PARTE R
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P— R R — g 5 e R 200 M A A A a4
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FHBE 2 A, A PN R 406 R TG Ak 1 i/ N AR P T e i R
BRI LA BRIECR PSCGL-1 456 J5 et il
IR A ZEB FTER 42 Inclamumab f&—Ff P— HEH R
HUS A B TTREPTIAR , O LA S TR R P R 1Y
Ui /EH . PSI-697 J&—N 1Y P- 83 2 1AM
W7, Be RS A A SR AR, I H AR B R AR
Ji P RO, G JE R RN ME R TP ADP 755 1 il /MR
FM P- BRI RSB,

5 BEERE

T/INTEAZ 9 1L /N G B A AR 1k 1 R 46
—H5r, BEC S W AE T e 2 53
HVFZ AR . B /RIS T i
T ST B, AT RE AR T T U A R ek
TNo AT T A IR R BN RS A B R S i R
FERREE , Xt — A aT LR il IR 26 BRI
AT 5 RS 1) 9 BHLIR 150 1) 245 ) 02 AN AT D I /MR
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T2 T R AR AL T BB ARYR

BTN I Y7 P 24 DA B b 24 196 1 SR (9 B 5
IURAHER B . (1) BRI/ MR T 259 £ 22
Ao A, B I /N AR I A A A A — A A T
T, #EmA BB M EREN B R, (BT —
SERRE, RGP RS AE L S R
S VNN R OR (R R G e S I
FHFEAE . (2B A BIZ5H4EE % ADP 3244 . TXA, Ikl kb
B, MTHEFREIN . owls ZEHIMEIFH . EEi
it 32 A 1 00 L S RTINS S T
n PI3K, 1P3 myHpiRIb s, (3) B R BE R BA
B/ G P A TP 246 M By, (L FR T LA R
AR, PR T IR o EFXF DL, R
IR F, FRATREEE XA A ad 42 i 0 S R AT 25 ) T 0,
R HMA FZG iRy, DR E 28k, i i
FERAE W) R AR TR T, RTINS BT
YA . B EE S PR AL MG S S TIfME S
TN TE A, I EL s v 25 75 2 B A 4 S v
MRS, IR AR PLE], Sk 25t A 24 e
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