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P R 255 P/ MR Y7 S AT Y

EX- 22

Bl e B T O AR A, N H 2B IR O s b
(R T RTINS O G 100 5879505 R Ak T2k B THBIN B
2013 AF [E 00 I8 95 HP O A A b O I A O i
#2015 )45, A ELO MG B H 2.9 12 (LA
£ 28% ), Hovh o S 2. 66 12, i 4< 1 & 2> 700
T3, O WUESE 250 5 (2 EAEARE 7% 49. 9 1270) , .00 )
Tk 450 7, HAGCIM AL S 2 7 RAASET- 1
M%,JEEMERZE" .

P/ N 2504 o I A58 RE A TP 8 FH )7 RROR 2
SRS A B ARG UE S 25 F 5% 19 78 43 IE 52, 760
G L5995 1) — R RN — R B T s R L,
AR 2200 ML 2 0 2 TR AR IV A I 24 T i 4R 2
PSR E 19 P/ MIAYT P & R AR x
I R = DT I/ TR T I IR 48 AR H o &%)
/DN BT P b 3 A28 2 5 A I ) T A R A ot
M2 7 Qe A A5 G 9 W DU P B It/ AR AR
TG AU H a5 R XU , S BN AR AR TR YT 7 e
BT M AR AL =R R A 5, TR R 2 A AT AR A
SCHEEE X H X e 4R 8 ) A T — T [R5 34

1 /MR E R AR IR (R 1)

1.1 I HEALEEF-1 (Cyclooxygenase-1,COX-1)
I BRI DCAR(Aspirin) & H BG5S 2 1

P/ IMRZY) o B R DCMRGE A3 5 1/ B PR 20 Y
COX-1 BIERITH5 529 (i 22 APRIRFELE 2 L1t
b, AN AT ] COX-1 TG , M1 1 i/ AR I
NEEIMAEZR A, (thromboxane, TXA, ) i) il ILAF,
B ] DS AR REFR 7 5 DU eF 4 B 11 B i S 35000 I /MR 8
T 3 A A 2 T 15 il 05 ) (tissue type plas-
minogen activator ,t-PA) RS, Bl =] DEARAE i
INBR BRI 245 7 TH S50 B PN )32 10 I 3879005 1Y)
— RN R o PEUERE2ERB /N BT ) DT AR e

FEWH  ERARE ¥4 FEIL4ETH (No. 81102722) 5 H %
A ol 3E 411 EIH (No. 81273933)

V5 B ; W ] R R B A B R o Lo L 5 0 (Bt 100091 )

WMINMEE: & K 51, Tel: 010 - 62875599, E-mail: heartmail @
263.net
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&R

£ R ¥

O WURESE S 5 H8 25 A 3BV L AH AN 52 0 S A3 E T
B A RSB FER R 2R 1) rh B AR AR — Ry
BRI o RO A R PR ) G
B ) DE bR — B Sy Bl T 28 I8/ DN 3] 1 o ) DS
(75 ~150 mg/d) AT LA SRS MR AE T, F T
S TR 11900 I A8 (R R 0 B0 AR o R 1
MAEZER) 1 Z s T 2t IR sh Ik i A 1k (a-
cute coronary syndrome,ACS) .z iR sl ik /- A
AR (percutaneous coronary intervention,PCl) K5
FERAER TR , 6 H T B S PRI/ MR 25 ) L RS
ARG R o B ] DT A S5z B 22 S 2K, Bl )
VCARIRHTRY % 3Ry 5% ~40% ) LR AEHLEI A
THAE , BRAl 3 0 245 ) 70) 5 I AN RE 3k 6 ] ) DE AR KT
A5 A, T RT SRR Y B 1 T A Ry ™ i R
TENG PRI IZ 0 o

1.2 P2Y12 ZARIIHIFR 353 e my i iE 2 A
AEBEWIILIE R 258, BEMY Mk BE AR 25 ) 4 . e
VCsE (Ticlopidine ) . &Mk 4% 75 ( Clopidogrel) 3% i %
# (Prasugrel) . HrPBEDEE I R AS B ROV 4L
KITHA S AR R C LB R e, S
B HIG R 25, LSRR TS s, G T I
CYPA450 FU AL R PE A ™ 1, AN Al 33 45 5 1
s 26 T W% iR At (adenosine diphosphate,
ADP) 1A P2Y12, A AT/ IAE . St &
5 By ] DU R T B a5k i, =1 L %2 ( Clopidogrel versus
Aspirin Patients at Risk of Ischemic Events,CA-
PRIE) 45 W], st % 75 76 Jl Bl 48 19 — 2R 10 By
SR T BT A DEAR , X 05 AR o i g B I ok
BoRHEET . CURE iR 294 T B w VE Ak + 48
M FEOBUBR B I /MR X7 ACS (5 AR E L &
g IE ST Befim O IUEESE ) LA K PCI AR5 & 1 —
I b A7, T T R DL R ACS
g, PCI AR5 4% 190 L4 F44F & 4= % . CURRENT
I R R PCI B 322 52 WU ) 2 SR s B
(600 mgfffi sk, 5% 1 5l 150 mg/d) Al 455
W PR 25, FLF ARSI XU ™ 2013 4R K Aii
AP /NI T R B e S R R Y X T e sz R A
NIBYT I fe R, UGG 7t S AR B R 47 1 ]IS 0k
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WAL R R
25 s Ji B I R Y. I R 56 AR
COX-1 BTRIUCAR 3 TXA, K LIEFEFEN—%, BMD'®! HOT'®! pPP") TPT®) PHSI®  HigiEdmfi
ELEHE| TR
P2Y12 AUILKSE RETENT ADP 24k @O GhmEzh  CHARISMA!  CAPRIE!M CURE!?),  tiif/f fid K B, j 35,
ELYHF 71 75101 CURRENT!"®) MATCH' "/ SRR
SLER TRITON-TIMI38 (15! T AR
Bk AGPERH W ADP 324k WA T E AR,  PLATO!®! LB)IL LR IR IR HE
W v Bz P EEE N CHAMPION!' ATP/IR T4
J— IRUESS ERASE-MI"8) | INNOVATE-PC 1119 g
H
GPIlb/lla I Rl udihl GP b/ i ¢ ¥E 4 Hi 194 B INFUSE-AMI'2) i 1/ A
L El a Gy
H i 1 N
Ve AR ER kA ) GP I b/ ESPRIT'?!! o MAXEBARR
I
B a TARGET!??!
PDE #iil7F  XUmsiAss ikl PDE A T ESPS!?) | PRoFESS 24 S, Skw, H W iE R i

PGS Al g

JHi, Sk O, B ImE
AN 5%, 1A, 20

P
DA

CSPST '#!

HHRL R B, BE kD 30 K P A K SR
YA IR A LR 2R AR A R B — TR 7 T, BE L)
BUHZS 7 %5 ACS i Hili T £ AR, MATCH™®
TR I HR 7R EN A% H + BT w] DSOS Ty 28 78 1 By i
W TIA s i v As b R SRS AT
SUMAR TR PRZEIA T, (EORUEE 7 28 K H I S 11 L 491 S
AR TR 2 151, B e E, Btk AP
T — B 7 A Bl ] DT AR B SR A R AR R
BT ACS S I K Y S B A X T A A
JRrE e o 1 I LYY NG e 1 1 6 RN S
1) P A TG H I v RS 1) R8RS, /0N 5] 1 BT ] D AR (75
mg/d) BEAE A% S 75 mg/d 097 1 AT
BT RI DT AR 2 SRR R T TR T Ife I /N ST 22 48 1
(variability of response, VOR) (¥ [i] i, VOR ] £
R e, IR 25 iE S VOR A 56, HrEk
L/ SR 26 57 36 S AR DA 285 SR 1) 52 W 30 7 BB A A o
Xt F A T IO 1) AR, 38 ) e — R T B A
I A, BT P2Y28 S A R AT LA
fEHE 2 ok R, A% TR T BT AU BE my ik e 2k
P2Y12 2SR, KA W 4 J5 B a] & #ET ii
AN, 55 G A B, S T IR AR P /N, AN 52
CYP2C19 .ABCB1 J:H Z 5 M ry 52, vf F T &t
PR F ), TRITON-TIMI38 " #F 5% #27% , &
TR >75 % KT <60 kg 1Y PCI A JG 5
BIGRIRRS , R0 T A PRk 45 T S As &
A my L E 28 A 25 M) 4% B 1% ( Ticagrelor ),
Jeits FEREAR I, R 2 BF B IEIR 2 A5 pE g, ml i s 4t

P2Y12 %k, PLATO ®F5E4R /R~ 55 4% & A
Fb, BeAs st T ACS 2% Wi 5 45 58 1 (0 R AR 35
B P2Y12 2 AR5k B A4S B v £ ACS
A R AR R RS, 9 T 20 B [E R R
LA, B A P2Y12 $5407 8K H ¥ ( Cangrelor ) Fiff
Fks 5 (Elinogrel) ) 4 3¢ i PRIR IR IE AE2EAT, 14 A
FEE PN

1.3 GPIIb/Ma(allbp3) il ML/l
GP I b/ Il a3 fh 2 i/ IVHR 176 Ak 5 42 11 3 ) i i, GP T
b/Ma F5HT7I A & s A /M VE R . B Al
K GP I b/Ma #E4HTH EEA 3 F . Bl 75 o
(Abciximab) : &% GP Il b/l a fY B J5 M B 7 B 40
i, B —@E@P)itE, 5 GP I b/Ma A & £y, JL
SEANAL S 5 s GP I b/M a, 5524 ) 1fil /N 3 RE K 22
g, BEAE EIK (Eptifibatide ) : A T4 819 Ik 2
GP Il b/MMa 45417, e 4r 4l GP I b/Ma, 5 GP 1l
b/l a w] ¥k 45 &, Jo e itk &% JE 3 (Tirofi-
ban) : /NM>FAERLZ GP 1L b/l a SZAR$ESLH , T s
JEPE RO, 4524 ) I/ R SRR IR A TR

WA GP Il b/la 541X R ki 259, A%
A I RURS: , BRI AE I R T I AR T iz #2013
AR EGT I MR AT T IR, X etk 2 ik ik
SN K IR, 18 3 BTG AR IR A I A 5 2 5
s AT PCI RS G I RS S AR Y 3, vT LALSS T
GP I b/l a ZARFEHFNEIT o

1.4  W§fR _Ji5 [ ( Phosphodiesteras, PDE) fi
WA (1) AR WY I B A X K 5L ( Dipyri-
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damole) P4 %Atk ( Cilostazol ) , 3= 5 i i 41 i W R
TR, v LN AR R I T T UL 2 PR A R R
(Cyclic adenosine monophosphate,cAMP) ¥ &,
NI &SI /N AE DA S 375K 1 48 %%, . PDE i
TR 2R v i R I A R I R DA S
FSCRRe SR R T VUi e A b 9 i it R
G CSPS'®" Sy P4 1% fth e 7 1 st 1 i A% 4 (1) — 2% T
AR TR IEIEDS 52010 4F & 9 CSPS I ™ 5t
WS, 5B R VCAR LR , 74 % fth nal B B KA A0 g 2= v 179
820 % I RS BTG o RS T8 LI A BT W] DE AR H
HIA S8 [ KA R I 4 r HEAE 254, 2 T PR
40 ESPS #4581, L ) PROFESS #f5¢ > B E 5L
B W] DT AR+ 00 8 B %o it i A 2 o — 85 £ Bl )
PEARHH] . ESO 2008 445 — R B4 g WHETE L
Je TEBT I VCAR + B R BEIE F 7 %8 . ASA2011 4F
FE UL 1B ) DT + XU ik BB g )2

DL R R H A B i /MR 259, AL TE A R
VS I EB 43 Bt il /N B 245 49 1) A ] R o, B ] DS AR
A 3 Jr 08 4 4 38 1 R LA B 3 A T 8 R & ( Prosta-
glandins, PG) A B AUE ML 5 | 2 18 1k 18 Zh B 19 46
15 P2Y12 $540 700 D] sk 41 i i s A AT AR Y A K B
F, BEASBT AR 1058 BT BRI 9% 0 A &, N A7 AE
(1 B B 50 o R T L RO | 9 A 3 0 A R
R Z A, B AR 25 ) 5 5 B LR A AN
R o

WANEH VP Z H A EfE R, el A ES
2R WAL I/ IR 28 AN [R) 4 B8 A5, DA B JLFR IE 7R
A5 R B L/ IR 24 40 Al T R |

1.5 EMAEHEE 21K (protease activated re-
ceptor, PAR) il PAR J&:¥EILEGZ K, AFik
PiFh PAR PAR1 Fl1 PAR4 , ilt55 & B PAR1 /&
o PR ILAS T BT R TE Lk 1 52 e A K, BRI PAR
TP AT AVE AT i/ M 254 i 1 TG R i A 23 FE A
B KRS, AT IEZEME ST A Ik PART 4
Y4 Vorapaxar il E5555, Vorapaxar J& & 3% Fl
PE Ao, AE RS SE ek PAR B I 52 AR 15 5T
#l. T Vorapaxar Ml RiX% TRA-2P-TIMI50*"
WF5¥ B Vorapaxar A LAREARAS 0 WILEESE FLCo I
EHCT & A5 A i XUR 38 i 75 i — 5% .
E5555 &Ik Y38 %% PART $5 905, 56 T E5555 #Y
PITFSE LANCELOT201 Fi1202 1EAE#EATH

1.6 GP I bAvwWF 547057 ML/ imii 4 1 2
B GP 1 b/ IX/V FIA B 3 11 5 55 14 100384 i A [
+(Von Willebrand factor, vwF ) 45 & & Ifil /)N ¥z %

B 3 A DA S AR T S G Bl A1, X — 45 6 R B
JEH GP 1 ba 5 vwF i) A1 254345 4% s i 1)
1Ty MR E 2 GP 1 b/IXV-vwF S8,
H AT X228 BREATL ] A 40 i 590 2 3 BT it /Ml 25 90 1
WF5E G, S 3L BT GP T baw 5 vwF SR SZI0X I/ IMiR
il gAMb, WA R GP I ba #HHLH FEA ALX-
0081 .SZ-2 .0S-1 .GPG-290 .h6B4-Fab**’, vwFA1
R A AJW200“°, Hif ALX- 0081, AJW200
O 27t A PR TR B0 B BE . Momi S 261" 78 JIK i
BAIHIESE GP 1 b F¢ S PEHiR ALX-0081 A DL i
B B S50 B0 K A s B AR AR TR AR o AEAR e P
L8URTT PCI A TH Ty ALX-0081 T il K1k
I AL ESE T ALX-0081 1 BL 4Tt 52 1 DL K i i
WA RS T R IR 3 45 Bk R A .
ALX-0081 AfE I JE B _E 3B, T &8 2 2 —Fi i
ELTE 7 B B L MR 259

1.7 PI3K-p110p #Ml %] Jackson SP 45
7E vWF B A3 B LS AS [R]85 D) 1 T A9 it /A
B SR AR R AR TR B, US4 S PEBH T PIBK-p110B I
TR DAY 55 55 25 T B B Y1) 7175 5 19 I /DN B 6 o A 2R
£ IFIESE PIBK-p110B X T84 13455 T o 11 bp3
BT AL PS5 51 L M o T bR3 F2 E B B 4k 54
HELEEAVEM. Straub A 2 Xl e I &
T2 % AR P . TGX-221 (¢ =1k PIBK-p1108 #lifil5))
LR 2R FIAEAR SMEER (ECC) H AR I /N 380 1)
I RAFSE , IESE TGX-221 1] LI/ ECC 3 A2 o 1fiL /)
Mgk, HOAR R A 5 i KU, 3% 5F 58 32, TGX-
221 5EAAATREHUL GP 1L b/l a #5417 1 il ECC
H R L/ MR RE ) = ZE 25

1.8 Targ-CD39 CD39 &3 A7E N i 40 it 3¢
T — oM - AT BRI, 8 AL /K g ADP, DT 1) il
ADP %} 1fiL /NHR ¥ 3% AL /E J . Hohmann DK™ 4 ]
%t CD39(sCD39) SHifflfil /M o I bp3 45571 i)
ik v B scFv 4545, 3R 15 Rl 5 72 %) o Targ-CD39.,
Targ-CD39 H il ADP i i /N 14 36 AL A i, 1) 55
I AE A5 8 L /N ) R A B T, 00 ) S o A
TE B, [RVEE 7 o A8 RE B 451 Jmy 35 B J2 sl AU I /N b
B AT B8, AS S 1 I A

2 RGP /MR BRI PR H 2P IR B
58 FEAE T 20 I/ R SRR /MR IE R R
I/ AR A DU 2 (arachidonic acid, AA ) 18 i &
7 AR WERRmELEE 3 S (PIBK) 38 I |
I/ NP Ca® ™ He B | I /IR S 427 S AR 1

B
o urlil o
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2.1 BRI/ RRER(EK2)  M/PRERER
VA A 1/ MR DI RE AR TEFE ARl iz i T rh 2590
I/ MRERIFTE o 25 85 05 7 1, S 45 ik s
Fi A L% K BRI /DNl R A R AT I 2 R AR
i A I BCAROSTIR YT AT LA S 35 40 K BR 39 30 Bk
T B IA] , A IR T R A T X) 67 s
Wi BH A e8Ik sl k<% ( coronary artery diseases,
CAD) , F IS IMEA% 7 1 4~ H LA L& ACS ABEi &
HHATIRIRMER , K L J5 P20 AL AT LA SR
KREFM/MRRER, WA, MARZ LT o
BCARIE S BA 1 ) I /AR SR AR AR T, o ik
o AN BHE T3 6 T B e AR Y S, S
24 1 A R S AT ARG /MR R AR (HASTE
) A , AN [) R 245 8 T 45 A /I 35 0 5] 6 40 i 28R
TR, B 7R A [F] o 245 )3 BT L IR AL A7 7E 25 57
PUREAR IR A U e 245 18 5340 ) /DA 2R 8 P 1 e o
AT

R 2 LA 2 A R SR R

TSy PUIL/IMR R A

XFAA \U46619 755 14 ML/ MR AEAT I 7
FH3 X ADP i J5075 5 B 1L/ 2R S TG R IR
X ADP BT BE I ¥ 7% 5 A I/ ARCR SR A

A fF Rg3!%?!

FHIAR A5 L

N TIE T I T
- % ADP BRI AA 5 S0 /MR 47
Nt e

A i/ MRS AL (PAF) (ADP 15 S A9 L
MRS N AA IS LM R G TG R
T ADP 255 B /MR IR AR | i JCIESE Hoxt
LA SR 5 S A L D SCR AR T 4

AT g

SER R

2.2 Pl MR B B 1 R8I/ O
1A 45 5 OB 2 1 GP 11 b/I1 a, GPIbAXN L) J
GPla/l a Fl4¥ik: 0% 2 (1 40 GMP140, CD63, H:
GP Il b/l a 7% 1k /2 it /N 2R 45 A% O 381, 2 i/
BIE bRz — FoE kBT PSR,
IR 037 | B0 AR T O S e S B
N B T GP T b/ a FikMVEN ., AEs
252 (ORI 1, 2 308 A T X 80 S 3 I R A P L 3
S 1 ZE 38 49 e HE W] LA SRR AR GMP140 7K F-
N2 m N ACS B HEAT I RS B2, % 1
P& Z Wb st ACS B /MR 1H GP 1l b/l a
PN GMP140 Kk A MEIE- .. FH20 1A iR
2 ) R 0 S B . 5 S N It N Bl 3R AT
GMP140 1y £ 157, H AT A % # 25 %t GPIb/IXNV
GPla/1l a 5% CD63 F&ik 15 M0 i ik = AH SCHIE .

2.3 i AA R AA RBP4 TXA,  BA

5 SN A AR /N A B 4 1A H 5 1) B P 2 240 3
i AA L7 4= PGL, (prostacyclin) , 774k 5 TXA,
R BIVERT . TXA, PG, - — 185 1F Ay i k1 /)
i 1 1 48 A I R RS2 36 A 9. g AU L
J7 4O IE B TT LAREAI TXB, , FH i 6-keto-PGl, ik,
JIEE PR A SRR IERR | BT 25 iR 55 34 A b o
LR AT LAE AT 2 AA AT, 0 TXA, & Z FET I
/IR

2.4 JAVEHRRCH PRI (cAMP) A
BRI 1 (cGMP) 2943 41 il /M G Ak 9 76 L 1R
Z T AR UE S v 2538 3 5 A 1 R A ST I /Ml
HIVEH .. ANZRAEAT4% dihydro ginsenosideRg3
(AZ A Rg3) ™l i T i /MR cAMP, i A 5
M cGMP & # FL4 il i /s W VE R o 11 22 % 3 ik
fi i NO-cGMP 3l % 4 4% Ho e i /MR AE T o 4R A
M-SR A TR B E R cGMP KSF-, #1011l
IR R

2.5 4l PIBK dEf%  PIBK 7E ML/Mk &1L I {F
S g 5 s B AR AT, JUHAE IR vwF Fil ADP-
P2Y12 175 14 I/ B 1% Ak % e o 2 PIBK
LS Akt/eNO/PKG i #% LA ¢ PLCry i fi% e A i
ML/ TXA, B4 R BB B A R i 4 B s
HATSET i 2h il PIBK B94E BT 98 B4 1) 4
AR AR S BT R BT R A AT LA it/ MR A [
FE LY R R, I R USSP R A G
il PI3 K 38 40 ] 0L /N Al 1 285 B B i e, BB T P
2 A AR FIE AR P RE 2 PIBKR WAL,

2.6 KMy Ca®  HE  Ca®” Xt/
TEACA B AT RACRIAE R, 10/ R 3 Sh 71175 5 10 B
Ca*" JHm—Jy ik [ I/ NI PN A4S 128 i R, — 7 T
WK b Ca® ™ DY, T B 5 9 10 B 45 ] LA
MG S G5, WLsh B - LERE A2
V7 EE P13 C(PKC ) i % . Ca® " R Hi it 25 11 3 Al 15
fk .Rap1 AL TXA, A5 . 2y I E gl
JE BLAFR AR BT e Ah, A TSR R =L
BN Rg1 AT LA B o it o) 85 14D I N Al R PN U0 5
T, AL T AT 68 55 BH B 10 /)N A 52 1A 8 7 55
B T B 10 PN 4 P A 0

2.7 PEAIM/MREE A BA Y & E S MR
RAFILTREM T BB, A G 2505 /MR B 1
=R B AT R . BT IESE =L B R
PR IR B 2 2R R AL MR EEVE A, 4
B /R AR K B 7 72 R 25 A B 1 (growth factor
receptor-bound protein 2, Grb2 ) . ¥ Ifil. i ik 5 1
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1 (thrombin sensitive protein-1, TSP-1) | {il & &
1 -6 (tubulin alpha-6) ) 2 ik ; BB A8 5 A
(thioredoxin) 4 £ 48 4 ¥ 1 L ¥ ( CU-ZN super-
oxide dismutase ) .DJ-1 & [ . i E AL W) ib R 3
(peroxiredoxin3d ), ZE#i & A & H 2 (thioredoxin-
like protein 2) . & Wi 4% B2 i 11 ] 7 ( ribonuclease
inhibitor ) JJLBEREE F A #24% 9 (myosin light chain
9,MLC9) K JZ %% H H %K 1 (laminin receptor1)
SEEEFFETY . FHBER B AR TR B/ MR I
WM N 20 B E TR GS, BAE IR E 70
(heat shock protein 70,hsp70) .3 E AL Y4 5l 2
(peroxiredoxin2) . & & H 1B (coronin-1B ) ,CLP-
36 .copinet 2571 BT SIGAIE LR AT M 5 1]
EERAAR SR A IO 38 Ao AT Ab S /Nl S v I 2
(gelsolin) Y5 S BU IL/ MRS PR 3 7

3 Pul/MIRITRCR Wb MR IA YT R
OS2I RSSO AT A, A T B s R

25758, SEBPTIL IMRIA T A AL , 80 8 38 1 PR R
g, /0 IR o AT TR 24 9 1/l 2
FE VI %) 9 2 Ay A /N R R A Sl =X A R
(flow cytometry ,FCM) 43-#7 A S ELISA Uil feik o

3.1 H MM MR AL R 17 (R 3)

3.2 FCM TE i/ B BEPEAl b i W (4% 4)
FCMAEAE FLRR S L R HE s 12 0 T I IR 1l /AR
TIRE Wil , ZEHT I MR ROR B PEAL H , # p H T
GMP-140, GP Il b/Il a. il /MR - H 41 L R £ )
(platelet-leukocyte aggregate, PLA ) . Ifil &4 7K 3l
W B (vasodilator stimulated phosphoprotein,
VASP) .GP I b/ T X [l

BT BRI Ah, /MR A P LE TXB,
PR = B — TXB, A Il N4 1t/ N PR T
4 (platelet factor 4,PF4) . p - Ifi./MMiER&E H (B-
thromboglobulin, B-TG) & F T 1fiL /)M ¥z Ty fg i) Wi
0, i PR I ELISA SRR e T Al . fH 455

&3 I/ D RERIN )5

R JE L 1 et
R e SR LA I AN , 5 A R 22 K
Hek light turbicimetry assay. bk g o DEIVNRBIRAA SRR ok s b o
LTA) [74] b B il PO B O L/ 05 I %
e /ML N SR S T SRS SR
1/ B 3 A B o . _— ‘
234 [75] ORIl === 1PN G s ] 2% I_IIJL%L; 2P
Aol BT L LRI, TG B KB ] K, 9 1 5 3 5 A
. M/MR R E A ke W, b, 5T .
VerifyNow! ™’ e P2Y12 $E b 47 ML 20 FE RS/ BR B B
W ASHE IR 1 B 4t Sl s
Plateletworks ™"’ i MBE AW, LTA A R PGB RES AR AR B 5

PFA-100'78!

Impact Cone and Platelet analyzer!7®!

1fi. # 3 73 & ( thromboela-stogram,
TEG) '*

LiiRANE T - S
R R

B9 Y] 71175 5 A9 1M/
MR
RN SN
U2

S IMUASI , JCT A B, T B R T
FHF /MR S BB B T P | Bl ] G
MAIRHT ARG

A MAIN, Tods w AL, {7 Ffphs

A PRAERE AR AR , SR BE i i A

Ll

Xof e ) D AR A, X S b A R R
Y

IR SR 2 I R AT D

&4 FCM il /MR RE

FCM HJ45 5

GRUIEARE TR LN =8

GPIlb/lla
P-itHE
AL - /MR R G R (MPA)

MAEY TR 1 (VASP) L8]

CD41 FsgREpuis, R S M U Ak /M
CD62 o LIk, F St IR A S AL 1/ MR
CD14 HsgREhT AR AL AR L, CDA1 ST RPN /N, SUEHLA R AR 5] MPA
16 C2-FITC FF iz by VASP

(P-VASP) , 12 P2Y12 $5H0 I B fg it Wa I P Ak

CD42b Haglefiid, femERUNE AL LAV, /R Rt GP 1 b/ I X ZRIRIAR , 7T I T3 1L /M AL

GPIb/1X

CD36 e REhiik, A TIFA AR & etk 2

GPIV
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TR 3R T i/ MRS AR S T80 & e B
T GMP-140 \GP [l b/l a iX —2 £ H i /M fbbr
Wiz Hh, 3% MBS R (LPA) A1 GPVI L2 #i #i i
ARG 00 /MR SH B BFAG I XU 2

4 INgE

25 BT I/ N 245 00 1) o7 FEE 7 R R AR 25 1 [ e
P Bt o P I A 5 S i XURS: , 3 1 I R I A XU s
LR M XU BB AR 5 A 25 L B2 i AR S
PASEELBL I MR P RE A MRS PR TR T
Y24 % 2 B2 5 T e 2 R R MR TE T 2442
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