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BOERI RN LA RER ML R A ER MG AR T, Ry B g | P

TR W7 8 OB MG [E R Mk . TE AR P 25 R A A Y A /N AR T Bh ol A A A 9 1l R T
B, ARG i LR P 2 P R 2R e A, (K8 1E R B At /AR 25 A S R 5] AR E A A AR K

ANy
1E AL
IR

. AR SR IR R B A A E A A6 P 2 /MR I ST 1R R BB JE R AE — iR 3t

O i I S B0 8 A R NS RE B OR
AF, ChELO AR 2012) F8 1, FELC N i
BB 2912, it EAERE YA 350 T A
FET 0 MR, & ESET IR Y 41%, J& & TN Z
U2 R & AR 2 S Bk 45 A E (acute coronary syn-
drome, ACS)FIHEEFET: A 3= 5 B J2 3l ffk ok #f i 4k
Ty T BE S0 58 SR SR 4k & i AR T B, i/ AR T b
FEF P T A AL IRIR BB R 2
Wy E A 0 i LA e R Y T B
O i 1L A8 9 o5 1Y — IR M — R T v, #R AR
W R Tz R . WFRE R, AR IR IR ST AT
DA 45 s ML A 006 IO BT 3R R [ 25% 22 4711, 2300
Ik PRAFE SR B, B v DC AR (P 42 Ak Bt A1 71500 ) R0 e s
(R PoY o SZARFEPLAD W E BT/ MR AT
Al g > ACS K AT 4 B R Bl ik A AR YT
(percutaneous coronary intervention, PCI)EEH R J5 .0
MAEFI A, FI, HIREC i ARG IR IE ST
IR HEA G 259).

Rifi 5 AH = B /N BRR T B ] Y E K
HA RN S &2V B A Z 6RO, TR,

TR B A L R LA BT MR 25 )
IRYT, ASTEIEEN P O MU R A A, RS
/N I REAGE I A B HC A7 A7 L /N A H RE 40 ) A 4 Y B
%, BVRAET Bl /MR 25 RpT Y, S B 2 B
HoE SCH B AAAE Al B, ER AT A A L 2 Y
e RS o5 — 7 T, ik & 30 i A A4 L/ Al 2
PIAEAE W T 2 A BLRRE, AR T AR IR R AT
T, BRI nT BE S O™ H A H o XURS: (G 1k
E B2 R G ) AR S B R U Tk
ST A TR T RO e AR 0L Bk, SRR
LA AT/ IMRGR T 25 1) — ELR BB AR Aot
ML 9 2 -5 s RS AF 2 ) R UK.

Hh S MU IE B8 AA AR I/ RIS AL LR, T
IR I 5l /s B 2 BE AR 2 = Z IR AF A ) R
Za IO AR 24 v B I YA Y I IE Y T
254y, AR 20 2D 70 ARAX, TR S RO AL
H 2/ T /IR B T RE AT LI T R R R
{5 AR5 P 24 0F 58— B AL S0 P B 24 2 A R P R 45
AW BN TR ER Bz —, WU T R £ R
J U2, A B BT 9 AR 1 IR T R S 1 P
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i AL A B AR [ P AR R A B AR A Iz LR
P % 27 70 % 2l Jik ok B Al Ak 5 451 B Bk 9 BI 36 O T, AT
BRSNS . <l MK I RIE L, N5
it ML A7 25 78 B AR A8 XIS 7T REE R R B AT
Sebrag

1E D H AT BT I/ INRIR T Y 25 0 A e A R
FGE PR 22 (R, BT LS G836 AL 53t oh 25 vh
i H e L AR T B/ MR 25 5 1R T ke
HRIMROGHE, TFIETR MLAR 7 T 25 (R 4% SR FI 2 07)
A ML) S 0 4 52 36 A 5 e JHE X i o A 0 ¥
I7 R0 B BE AL FE B4 1 PRI 1 H 4 R T 58 R A
K.

1 hi e bt M (8 HTHLE]

1.1 s R R 4

17N H 58 4E (platelet aggregation) J2& 5 M. /MR 2
A EZEE . REMAMI S, i/ =26
Z—, TEA PR bl A B AR R RN 3
M. 25t/ Bl 2Rl B i A 0 A 5% 37 B3 Ak R R
MG BTG, £ Ca IS5, 161k /Y i /N B
Gluco Protein(GP) [ b/ Il a % 7% H £F 4k & H 32 44, 1
MR A F T LRI A Z > 2 4~ GPIb/Mla
g4y, I /MREEE % A R GP T b/Ma 547
Y RS A R A R AL B Y SR AR R R 45 R
SRR N R, AT AN RS
(1) &R fb2EE 0, 0 B R R 11 (adenosine di-
phosphate, ADP) . J& 5 . &k i i . 16 2E DU 4 B2
(arachidonic acid, AA). IMl/MiiEfLEF (platelet ac-
tivating factor, PAF)%%; (ii) HU3PIRE T B8y 148
N JIAE R ET 8, RAE W5 B 5 3R FH i/l R 4R %R
IR, 1962 4, Born SR H b J5 BRI 1 1 /M SR 4R
AR RN T AATTRE I /N 2R 4 i B A, WL R V-t
I /N AR B fig K B i /N B 25 W97 B — A % U FE A
Bz R U EAR A SRR, 4 R A i AL R
2 R E T INEAT R G A
W F T i 2 U B A U 0 25 i 4 )
ST i D S O3 AU ot A P o s S B S W AU Y o /DN Al
AR, ARUR B R BT R R | N R
A7 8O1(RAT R 3 A | 3R B i o4
SEERRO . PREER BRT, kg KPR LT A8 2 P04
REAS[R) R B M P il &R 7 AA, ADP, PAF, )5 okt
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LS55 5 A AL/ AR BE BN, AR /MR R R

1.2 O BRRRE JBOR

1fiL /)N M BE S I (platelet release reaction) g 45
TEA A SR AE T, 64778 i/ A iy B ok
A 55 o- UKL B0 FURE S BE R 9 001 2 P T
o || AN T S VA 1 = A1 N i 3 oy e (1A
MM R L 3 S ) 4D 4 P- 1% $% &K (cluster of dif-
ferentiation 62 platelet, CD62P), GP Il b/MakZ 549 .
T EFC (protein kinase C, PKC). B-Iil/MERE H
(B-thromboglobulin, B-TG) . Il /) Kl F -4(platelet
factor 4, PF-4)f1Ca® "4, X6 £ 28 i A 0 156 1 1AL 9%
rh 2l K FLT A/ NSCR T AL 58 B F P 8 B

(1) CD62P. CD62P Ml /MifEREHZ—, &
TE i B/ A o3 A TR o-JB0RE L, 4 i /N B
TG, Bl /IR B UKL 55 BB R g, CD62P H 8 43
A Z /M B R TE,  HL O FURE AR I SURE A I
T 2235, DA A RS2 I/ NS AL 2 8 AR PO L s R
b, AR SO S (R SE AR B8 A (R kO B0 S Atk
b ik £5 A ) e L5 B CD62P W T iy
G234 G BRIFSE IR & B CD62P /K15 760 7 I
ESE IE AR, R AR LR B9 CD62P Ay ikl
BRI AR5 T3 2540 MR IR YT AL Z —. CD62P
HFE R P I 1 A58 T 25 B i /AR TE 97 I R T 3K
oW Rz —. WP SRR = et
ST PFB ALY | HELT 1043 POV O 4 e 1045
Y ul B AR MR TS AL S CD62P BY/K-F-, BB
AR P I /MRTE AL, SR AR GF BB IL/IMRTT 3K

Q) GPIIv/MaBEAY. If/MRBEREEH GP I b/
a &2 &War 4 & (M R Z 1K (platelet activated com-
plex-1, PAC- 1)Kl B 23 I\ Ay 4 I i /DN 375 Ak 1 0 22
D7k, HOER—FRE R RO BT R IgMK, B H 4,
ARG MM GPIb/a &2 &%, XFiE) GPII
b/Mla TLHUIGE ST I/ GPITb/Ma #Y 3 H it
M/ & AR, i/ MRIE RS, GPITb/Ma B 3HE mi
BB, 5 ZARBY SRR ) KRR . K, Pk
PAC-1 JEPEA I /MG A B8 A5, v AR I/
MG AL o TR Y. FIH PAC-1 Pk A4
ARFEAT M NRIE AT, FTDARES: | P R A A
D, TEGT /N AR IS A6 25 4 07 2k A A R By e i
o R HAURIE AR A Ty, iz T e v
I, A B S S LT I ) B 5 A A T BH A T BT )



PEAKM BE— BRI R B, Rt L RE ] B A
&5 ADP 75319 /MG 165 PAC-1 f97KF, [l
I R 5 IR UE S 1 HERE WY (b AR 6K 50 g X i A9 2 £
HIW PAC-1 7K, HAM /N % AL R A T Bl )
PEART, B — AR R BUAR 250 . IR AT 2 I
I B BB/ SR A HLE AT TS, R E
AERH B AHH ADP #5500 GP I b/Ma EE5WH T
ik, MIMHH ADP Xt il /N A #0E, R e R R e
TS89 | JGAE DR O UL I 25 3 05 1 K AT 42t T
— B BB

(3) PKC. PKC JE4 5 B 1% ke 5 2 4E
F14) — Fofo 605 Bl G AR 1 B B, )2 AR TS
A fifrh. PKC RIS 2 I/ MR G L i FR R, PKC 7E 1ML
ANHR SRR IR TR AR R I 1k ot AL A e R R AR
R AR i /N B FE b, /MR N PRC Y <%
P05 i /MR RE R VIAH G, PKC J2—Fh Ca>". #ilE
R 2 I, TR RS S e R R s B
ER. e kiR PKC B AR T4 v,
iR AZ B IS , PKC LA Ca> el e = i 3
R B MRS -, BLad BEFROh <0, — M PKC 1Y
“HEAT VRN PKC BE ARRaE"). (122 B (resveratrol,
Resv) /& i ML AL 955 H 25 R bl i) £ B ROk oy 2 —, F
5% s Kb A A Z MR ER. R R
/RO Resv A fig i < # ifiL /NI PKC ] JiE A
R AR G WA NS e i s = I DAY T 8
FIE C(M-PKC) Y IE A2 BP0, & H8 B4 (4 B i
INRAER.

(4) PF-4 FIB-TG. HHTIN N PF-4 FIB-TG &K N
L /N AR A A S P AR T T A 8 T B W ot /)
MR ) e 1G5 1%, DL T 4% ot A A E M B
AR FERAS. MR, P S i, ) s e i /)
HCIHREZ BME]. B-TG 1 LU P Bz 40 i & B i 51 38
% (prostacyclin, PGL)# />, fif Bt 11 2 25 1k il 35 1 B
K, S T PR IR R T A B 2D, LT it /I SR 4 1)
TV S, /) R A S By 185 ). PR-4 il [
K P9 M2 40 B 2 1T B R £ BRI 35 A BLBEAE T, - fi
W BE K 48 A= 0O M R AR g AR, e R M &
As(thromboxane A,, TXA,), PF-4 ifil i {¢ #F 47 4k 5
F R DTTE, AT 48 A PpAR D R A, (2 8E /i
R Bk, P A PR B R AR 0 R
B ML B-TG F PF4, A5 504 il ifiL/ M g B8 4

(5) BHES T, AS B AR ML/ G fb o AR vk )

TORBEAERL, /MR AL . AR L R A AT H
I /0Nl L R U 2 46 5 ik B v ke, G R — T
T AT O LBk AR R B, (LK AR P R B R R AL
MEBIEKE ARG, FHRHNLBIE A (actin) 2R 5,
RN 22 (F-actin) &t 38 /57, PRI 4048 1/
i 0% 40 i SR 25 A s 55— T A AR E LS R A
S5 22 Tl A AR 1 B AR R, RV LN AR g AR s
FORE B o A, A TXA, A A B i K it/ INB R il
SN HE a8 DRI I )N A K i G v B 1 3
JE I/ 2 5 1R TR R LG 2 — Y B A
FER I, b U S8 A TE I /DN A IR i 4 B8 -k
FESE B RIS A B4 B 5 o ) 78 B g R AR
5o 0 9 B 3 ML /0N AL 0 R B S VAR BE Y R I,
L EAE AR AR B R, Eao T
P2 NE e FRAT U A SRR S0 PES
i LA 47— & WA HEHUEH, X5 4 i/ 3R 4 L
e A il st /IR AT A R AR P, IR A B 5
RPN LT AR (LT AR = EKIE VRO REA 3L
il MM 5-F2 {4 1% (5-hydroxytryptamine, 5-HT)AY
B R /RN Ca® S B3N, 53 IA PAF 52
PRAE TR AR A N R AR AR L, $RRZ0AE (R m fE
W PAF B Ca® AR LA il /MR T Ak
W B, AR AT N5 21 3 B AT v 28 755 A7 J 4 R 5
FE 8 W] 5 41 O LA SEA5E Y K B (Rattus norvegicus)
/NS B N i, HORR RS SRR K T B 25
F I — 5 BB HE B PO,

1.3 s R R

(1) WA DO IR AR, AR 3 A2(TXA)M
RIS R (PGL) ) & A4 IR IR (AA) AR =4, —
FH RIS R (PG ARG M ek 1) — X, I Y
o W AR A, AR PR 43 0l B g R il Fe - B2(throm-
boxane B,, TXB,)#l 6-keto-PGFla, J&# 78 AT i 2k
— AR R 6-keto-PGE. HHTIA N, ShlkiBEEREAL |
MATE AL, kR ZE | 2t UL | = I s 45 2
O M PN I R A 8BS TXAL/PGI, -1 2% 1 % YT AH
KB TXA, FE /MR & OB . A
AR 2E 1IN B SR 4 RN & I A T A, SR — Fh AR
5 B I/ SR AR SR AN A Y R 2 — . TXA, fiE
A EEE RS0 Ca¥ mliF e, SIESUERIS, I
B ADP Ml S-HT, i BFFIT i9 1/ 2 A= R 4R
PGI, 2 LA BE T AA I 2 =), E—Fhxt il
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M SR FE a7 R B0 R, B B i B R A
EF M AAEH, SO R A AR . 7R IR w4
HRET, TXA, fl PGL 7R N AL T AR A, i
M/ A BE RS, 12K 8k 2 41 TXA, # PG B 2%
5 2 8 RS AN /I SR | I AR AR A B I AR T T D
Nz —. W5 & B, 36 AL 7 25 B/ MR TT AL
il 7] 585 1 10 TXAL/PGL, K HAR I =9 A5G, anft 5%
FW, FATEFPIGEREIC ADP 5 S0 1l /MR K R
FEGRRE, PR RIMIE  TXB, B9 EE, [ A I i
K 6-keto-PGF1af7KF-, BIFTfEi PGI, B A mLEk
BT, M TXA, A, AT LAEGE TXAL/PGL, 1
5, 0N SR AR, KB PLIMAR AE . FEEO T
SN Mk ia . =W PR AR
2T A6 TE 59 W VA (T it /NS Ak B LRI 5 TR
BRI E R 10T 9 245

(2) REMIMAZAT BRI, L /NER PN PR R
(CAMP) I BETR 12 1 (cGMP) 2 41 g P 5 545 356 1) 4
AR, SRS SRAE T R e R R
)32 ARVE R, A5 5 E R, A (il /) b 2R 4
S /NG L. BFsE RS THE cAMP Al
cGMP RY 259 HE4m il 5705 S A0 /M R 4, HAk
P 542 Ca® BREC . S0 B . PRGN Py Ca®"
K- S /N WLER 2R B R T S 2 WA O, TRt
JE 75 BE A5 52 0 BR A BR AR I 2R Ge 0 N I it Akt
P /MGRITHLE S R BN EZ—. R E
B, #NPHIE T 40 Rk TR i ADP %S
(4 R BRIt /N A SR 4, TR] B T 100 1 i /0N A 2R 4 i /)N
M cAMP Fil cGMP 1 F B, $7R Hopt i/l SR 4E 1
2 308 2o 0 3 SR A /N P B A IR AR R T S B
1. B [RFEBT /R AR T BIL S 35 i A58 Hh 2 58
FER- PR o AN sl

14 B MR N SR S R DG 2 T

*ik

(1) SEWI /R A A5 55 5. /MRINAFAE
— RIVBIE S HFHLH, B 5 /MU A & %
DI, RS R BT, B4 e A S AR FI S
KRGS &, KA RBUE, W A0 N SCBE g R,
PSRN — L E ST, S — RPN
BB, SRR REE RSN, R ZIY AR I
NI 5 A B S AL 22 4 OR RE A B A . it/
B B EAL A LR JLANE 5 5 10 i A Ik JUL e
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-3 ¥ M (phosphatidylinositol 3-kinases, PI3-K)if [ .
JIE & C-B(phospholipase CB, PLCP)if % . & 2 R & M
¥ (protein tyrosine kinase, PTK)if [ . 2224 B G
i) 7 1 1% B (mitogen-activated protein kinase, MAPK)
IH B TR R IR -2 B A(cAMP-protein kinase A,
cAMP-PKA) i % F1 B 5 i A,(phospholipase A,,
PLA,)-fEA4E DU IR I8 6 55, BRIPFSE R 2102 PI3-K
i, PI3-K 2 /MRS A #E b i SC A BN 1 5
WeSorv, AT Lo 3 AW, TAIID,
55 1 AR AT LLFR4 A T A(PI3Ka, PI3KB, PI3Ky)Fl
I B(PI3KS), H:Hr PI3K B PI3KyT£[ﬂ1/]\1‘ﬁ1'§%?F§TE‘r
ikt B SCSVE A, I Akt OB AR fL S PI3-K {5 5l
ST R R U7

Wit o X 355 10 A5 5 25 B /N AR BIL A 5 ) 8 2
WA, AW L /INR N A 5 5% 5 fA B2 B B 11k
8 T 25 450 LN A S A ) I T B R PLER . P
B2 A JEIE AR 25 P 20— 2 2R KB 4
WFoE @ R U2, PRERER A AT LA /N AR [ G Y £F
e ERYEE R, X ULUIPHBER A Al DL i)
M AR A5 Sl . g Bl oA o, PRI IR
AT I/ Akt B BERR AL, PR B9/ HTEE ]
fEJE PI3-K. 3@ xd i ] PI3-K [#D I LY294002 FI
TGX-221 FEATX LEMBINSLL, UESE T FHHER A
PR 5 02 PISK AYRSEAY . FE AR P ol ik i g A A v
FPHER IR A AT DL 2 2 B A /N B (Mus musculus)Fl
%% B2 IR 2 1 32 AR B 1 /0 U 2 62 3 ok i A8 15 €
FR ), T EL I 2 E T PR O IR B R AR 1 S A R
SR AR BT | A AR A R R, BRI T
Wyle A i Il PI3-K A2 04 i /M s £k FniA
PN 3 i TR 2.

(2) I /MRAROC 22 S B R IL . R
4127 3% HR T AN [R] 2 ¢ R 4 2 11 J5 B e 1% 20 1)
TERIRFAVATE Zh 0 N TERLE, S G2 8 K
WL K v 2 22 80 A5 A TR T B R 2 A AR =2 A TR,
Bl B A 2 BRI A M MR ok, B AR
BRI /N B B 2 2 AR . PR T A R AR F UK
FEAR LA B J5 J5 4t Bl 0O Sk A o 35 e R Y TR R g
X I /N AR 26 S 2 B S8 S ) e 43 i A8 A B S fiE R
e, BT B R0 2012 4R R R AE
[ bR 2 T Blood 1 B)— Wb 58 K F 2 & T i 4%
AR, HWRAW ., EEME TAEAH 4000 FAM/ N
W AR T BEE AT, ARSI 2 R H i/ 22



iR

SEAHAFAVIR I, T 7O HSIE | e
g A IS I 2 2 e R X6 RO E 19 1/l 22 5 T g
B, S e 0 e IS E R S i AR 25 S R
U783 AR S 0w gk B i i BB 4R A
gelsolin XJ H: AT R I IR 95 3iE S T e o #r, 45 R 3K
B, LA 5 50 o IS TE A I /N B 3 AR 7K F B 5
TE A G AR v B <7 TR A B B 5 A 96 O i Ji
ARSI E LU AR 251175 | 2RATAT 85667 BT
LTy, kiR N KAk sh— R 51 52 56 b 52 UE
S/ INKR R 1 gelsolin T RE R 2 i Uy I SIE Y
— R, OIS M A 2 ) — A SO AE
FH A5

2 W mARSE T 2 O i B R IR Y )

IRV F 5

H G IE 2= 24 07 8% 51 A B= 25 11 RT3 19 P4
Pk, ERARZ%E LR X — IR, @
FEREBETT I REAILAUE &Rt 0 B I R 80 58 meta
A3 B 2 PEH 3 I AR H 245 5% 0 IS s T TR
Sk 3 AR P 24 R B KA B T — R A B PE IR
[EE ST

XS0601 J2=—F i 1 25 F AR AT A G A B AH 9 7%
I A 25 5. A DA LA e O A AR Pk
EBIIR R et A R, AT T — A
YN 355 2 kO B TIRERL . BUE | Z R B
It G 3 56 81, 400 2% fe DR ¢ o 48 5 Ik s 5% 31 S Y A
ARG W4 REW], IR XS0601 Hid 6
A H AT LA 2 AR O 0 R T KA AR S A
B & AR O T PEA £ A0 I 25 45 A 0 B R OLR
JEX ARG 2P RE IR R A AE (ACS) 8 3 Tl A7 2K,
Wit T — & EREMRS . 290 0 KAL, P17
X BRI R 98 2. BRS80S 9l A A BT Y
ACS B3, 7 NVHBEH BRI (401 1) B hn 4 <0
M 25 20 (VG B 8 BR YT HO B 2E . 2071
404 ), WX K E 13 KGRV O, BB
it 6 MHLIX, SERL 805 BIRETI LS. B 4AE R IR,
FEVG B H FLR YT AL b, i FH 25 A3 i 245 R BE
2 ARG ACS A BT M AR .

TH O 28 e B Ol HLAT 25 S0 I 38 4% 1k JR DR
B, AT PR X O e BB IR T R A AT
IR aod N ES NN ke o (D BRI R R N e I N R )
Il PR FEAILXS R {2055 (randomized controlled trials, RCTs)

T —4 meta 2047, —JEGYA 13 WRFSE, LR
AR 1496 . S5 RERY], 51H.O B2
IR S N A S ORI 59 s TN N S BT R AN  6
D7 T, TE 2% AR IS s L, H O 2% R Y
AN R S R AR, (IR 75 A e R 5K Y B
Vi Bik 58 K VPl o 7 RO 2 e R RGN E
O 5 2 05 PES 6 IR YT 09 O B0 1 IR
JPEL, H2FHE R 3 CNKI A5 HL T 8008 4 51 0k A &
Y9 AARUER) RCT, F] Jadad PE4rEFHEIT BRI
ZARFEILGIA 65 4~ RCT, 1T 6969 Bl i3, 0%
JiE B XF LA O R R B AR 9T 20 odd ratio(OR)
3.66(95% confidence interval(CI)(2.67, 5.02)), &5}
2 LT H T G0 JR I EVIR YT A OR Ol 2.38(95%
CI(1.90, 2.99)). W # B 1&JF 4 OR H i & 2 i
(Wilcoxon Ki B {E W=521.5, P=0.04945). & )5+
FUFIE O 28 ISR R F A R A0 R 2.37%
2.11%. WFRER BN, BRMA RCT HIEAE,
L3 0 45 S 28 TN 52 7 PES I JLIR YT 0 B0 T 33
B E TR IR S L BT B, LA R 5 Y UE 4 % B
OB R BT T 2 O FE S i AL

3 BEHE

A E AL G 30 AR, TR IARSR P2 i/ MR
RITOTSE 7 TR AR UG T AR KR AE e, (H [R] It A7 7
—LE[RIRA. I PROESETT T, 28R W5 22 R BT/
FEAR BT RN, BEA UL RYATIETE . 20 REE
A BEALXT BEAIT S, A0 A A vh 25 5T L/ MR T B
i PR 8P4 1 0 = v B0l OGRSl A4 1 B,
AL ARk [N 2 3 O G AR MG A T — 2 2l
i SRR AT 2 (03 AR B 259697 O LA P Y
I RAIF 50 e 78 [ bR TR O LA 39 1) B, S H™ R
7S AL B 2 O R IE S e dl . (H UM 2, 78
e AR S s o T v, 30 17 3256 9 b BB IE A ¥ B9 J ]
ERUE ], O P AMIRTETT 2, DA e i R 5
PrRyy L. SCE ST I T, T AR Hh 2y SR AT Rk
S HA A A AR RS 1), ZRAE R
PN B BLER BEAT T8 R )2 R R AR
WEE. W6 MLAR 2552 0 B 280 22800 B AR
T, HEHERWREZ, AR08 E 2%, 1
B A 2 B, -t S0 A s B 7. R 455 1L
P 25 52 05 T 5 22 B v 7 LA AR I — D5 T Y
o /M ERPLE G 1), stz femk, DA E A
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HC N CH,
=
| H
N
H,C N CH,

J11&0% (Ligustrazine)

o]

=

OH
[o#RE%8 (Lerulicacid)

3B A (Salvianolic acid A)

OH

OCH

O

HO-CH,

3

OH
HO O = @
OH

E1#75E (Resveratorl)

FHE51:B (Salvianolic acid B) £+ZH@I1A (Tanshinone 11A)

B 1 EEFMAH AR ATRRMAESH

1 EEF AR 25 R % HUIL/MEAE R AL HIBE 5

e LAWK a% BLIIN B DL SRR
U eV TR B RN, T ADP OGP TV I A AR TR
o WEL 2TME. A, 2% % [43]
Y T B I S NSRS, SR MERIOR N cAMP I cOMP
= A W, R (17
okt MmO, K. H BRI, RS ADP S MIIE LS PAC-1
ﬁl“)ﬁ‘
3oOREERL Sy e BT [19:42]
o sy PV DN ML A NGRS, RN CDGP IACE, BRI
- Howg 1 TXB2 AR BE IR T 6-keto-PGF 1o 7K [39.60]
< senn PSR STIE W, MRS, A5 B R, RIS TXB2 B
i % VRIE, [ TFES 6-keto-PGFla HIAT: [54.59]
o . SRS, MM LIS CD62P (KT, 41—
S]iE | IR A RS o
o R NS ORARGRIRER i e, N R MR gelsolin 0 )
‘ - SR %, WA i MR ALJE CD62P (KT, M i/
AP 5. Sk Wk A ; ;
T RIABEA RS, SR BERAE R /M) cAMP I cGMP i T L6.35.66]
e AB KK AW R -
8 O W A T MR R, FEARIN/MRIE S CD62P AY7KF [20,40]
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The use of Chinese medicinal herbs and formulas that activate blood
circulation and antiplatelet therapies

LIU Yue'?, YIN HuiJun'?, SHI DaZhuo'? & CHEN KelJi'?

! Cardiovascular Diseases Centre, Xiyuan Hospital, China Academy of Chinese Medical Sciences, Beijing 100091, China;
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The development of oral antiplatelet drugs represents a milestone in the treatment of atherothrombotic cardiovascular diseases.
However, the efficacy and safety of prolonged treatment with double or triple anti-platelet drugs, has garnered particular attention in
clinical practice. The development of novel classes of antiplatelet agents, with improved efficacy and fewer adverse effects, for the
prevention of cardiovascular disease is therefore intensely researched worldwide. Chinese herbs and formulas that activate blood
circulation also possess antiplatelet and antiatherosclerotic activities. These Chinese medicinal herbs and formulas have therefore
drawn attention among scientists, because they may be more effective and safer compared with currently used therapies. However, the
mechanistic basis for this antiplatelet activity remains unclear. This article will review progress made in uncovering the mechanism
underlying the antiplatelet activity of Chinese herbs and formulas that activate blood circulation.
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