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[ Abstract]

whose complications, such as heart failure, arrhythmia and ischemic stroke, result in high mortality and disability

Coronary heart disease and atrial fibrillation are the most common cardiovascular diseases,

rates. Antithrombotic agents, including antiplatelet and anticoagulant agents, play an unparalleled important role in the
interventional treatment of coronary heart disease and atrial fibrillation. To further control the bleeding risk and benefit
more from more intensified antithrombotic efficacy in patients of high ischemic risks, new antithrombotic agents of
choice with their evidence-based indications have been unremittingly analyzed and evaluated in recent years, some of
which have already obtained consistent recommendations from the updates of major clinical guidelines, and may bene-
fit more patients.
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HIT I EREFEARTIZ T 100~300 mg.
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22 CYP 3A4 3A5 F12C19 B M TGRS, Bt B &
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DS BLSERIE R RIS, X PR 259
B2 CYP 2C19 U, (H —LBilfs PRAF T FF R & LA
FH B S e 2 38 fin o 444, RS /R CYP
2C 19 J 5 M S AR T5 16 IS P 28 1 8 R A 1) Pt
(1 ABCBI1 4l ) fAAE DI REANSF I FAZ T IR 225
P, 5 EAS T SR 2 R Y], (BTG
PRI A EL AR AN J2 , LT FDA BRI 24 5 3P4 &
(EMEA ) B1AS i B0 R A 7 A RS
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FRECA B VCAR BT /MRS , BRI PCIAR G
SR IILBMS) 2014 A el 1240 H BT
ACS B3, TLib B A BMS S 25 eI X 4L (DES) ¥ %2
D124, DES AT 15 A L ER. i fa i A%



Yol.23 No.24 December 2012

HAINAN MEDICAL JOURNAL

(GEEEZEN2012E £ 2355241

£ H IILXURS: 1) £ 38 T R S AEHA® 75 150 mg qd, 2 4%
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HE (Tirofiban) . BH W I /)N b 58 46 1 8¢ i v B < 3 1
FEBra /N 2T 455 F R A Z AR GP o/ M a, 3 3
F5m /MRS o B BkalR, 22 mE AR
GP 11 b/ a ZZ ARFE BT S 14 11/ 92 i K B I
W20 mFA . BB 4 h, (52548 hill
AN RERTIR AL, By Bl OSBRI T
B PR E D 30 d FEARRDIMAE R BEEE
JRAIER B AR P W 2 b, D H AT e A 15 2 i
INB I RE R BT (4~6 h) |, 5 568 4R B0 Jik 52 i B% A A
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4 000~6 500 Da), - 5= 1] 3~5 h, X} Xa [K ¥ A4 3 il /8
FJE M a A7 2~4 %, 0] B2 T sl lbkid 3, 28 B e
Bio B IIREIEF G BL T BRI G W Xa 16 1
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WS A DR i XU AR . TR PR ROCKET AF
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FAEDAMR BT T, . 1 RS A, {H E AT i A3k
5 FDA LY 55 B8 0 UE QEAEFT ) o TR
APPRAISE-2 W5 FIURVIHELE ACS i fE B FRifEP LI
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520k, FLIR i N sl BT S Il A 2 I A s o

Otamixaban : # fik 1 77 , T 1l K SEPIA-ACS 1
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15 otamixaban FJ DA R FEAI S B ik o ARE & A
1+ 1= 5 UFH BRG3R 2E BB I AR R, o4 75
MG R — 2 B UuERY

2.4 EAEGEEEE I a K744 5] (Direct throm-
bin inhibitor, DTI) ikl 4 43 4% 7K 4% 2 (Hirudin)
L ICAT A, W IT 77 (Lepirudin, FAKIER) (L
X 55 % (Bivalirudin, & 5K ) Bl i il B (Argatroban,
B ARG SRR AR 5 11 IRGRI AR FE RS (O AR Y
F—ACA N Ximelagatran [RFEEEC B . A
T ELES AT I E MG 1 a, X7 8 2545 A 454k
A T aXA 850, AU PUEE L YIRE , iR REFDH 1T a
FHEFM/MOE . A5/ 4 R F454, 7
HIT XU

Tk i 700 2 A AR 4, EE AR5 A 25 min, BTN
i PE 45 min, APTT A1 ACT A] Sz v Hepp e 5% , (B
o AU A o, AR 24 R R i L H
HA T4 A ROR R R . KiER S Tall A
ALEs A RS A R, B S BT BR84Sk e
W Ta B+ HFREEEZE G EHEL 2 HER)
e, FEHNE H 201245 A 31 Hk s ik >k T
FSE o FDA HEER i il 5T T4 HIT KU 19 A BE
(F035 PCLER ) OGN UE o T b AR5 8 7 S 24t
BERIACTR  BUBERCRAT , i XU B 2R 20 MY
AT HIT AHE, Fop 85 KAE m & 2m
PCLIE T , A BBAE PCLH U RS, s g i 2o
B WEARIST , BT h B A i T R B RN R
e A Ll AR T e A

ik e NS (Dabigatran etexilate ) 2 24k fE AR 5
S04 BT E AN B R O IRBTEEZS . it T a
T, A28 pdSO AR, 1R 5 TG % A8 SRy HLAT Bt i
PR IR FE IR, R 14~17 h, 1 /A 852 Yk/d FHZG ,
52591 WA EAER/N AN Z R AR R K 5
FE R F I RE AR A R, JO T H RLGEE I D) REAS I .
2B WEART, T ARYE Cor HEATHI AL . 5l EMEA
HEE T 7 G B AT VTE BYIE N E , 76 & X

W6 B 47 FH 150 mg qd, BB JBE 2 % 220 mg qd.
RE-LY #F5% 78 110 mg bid Fi B 5 i Ae: 2€ XU 1997
BRI AORE AR , AELK S 1 B /D 5 150 mg bid T B AL
SALF AR, W AU S5 AR MR Y 5 8 LA R 3
AP A B A IE & TR, 2010 4 FDA #LiEH
T 9 B s B R A A v R L A e SE R K L 7
ACS B3 v 1T K RE-DEEM iR 55 2 /s 7E
g Tl AN S ey 1D B = a1 = b e g
DS Hh 1 3 22, LY Rl R ae A v 5
— I R IR IR UEC

2.5 FERMELERIGIRR ] ACSHLI/IMRER S
PLEEIRIT W EEPLEEZS A : LMWH 5 IF %
UFH. PCI [BIAR B8 FHTEELS 1 (ks 2 T 57 78
A : UFH .LMWH B i5 2580 (7 S BCOH) L ek
FARE CRERE G BU T ml e BE BT fi BE O™, fr i
HFHPTEEZ Y (1 IR A - AR AR (LMWH n] Ry
BrEERYT) OB LIRSS IR TP BE

2.5.1 ACSWPLEEIAYY NSTE-ACS —£K3A77
HORUBRHIT L /INR 75 8 BLIBE A PLEETR YT (=) o
TEARAESZ PCLIYFRAE LR IRYT iR K B 25 8 d.
ACS #:3Z PCLIRYT & , W AE FILA T 4 Fibe el , -1
B KA B B I PCT LA W 37 38 4 UFH . LMWH
SESAF . A5G MR I R AE , PCUERAE A 11 5 R 4
IEPLBERTT"

(1) UFH: 5 & 5 Zh 8 A 4= (CrCl<30 ml/min) [
ACS & RAeHETE N R4+ APTT 50~70 s
(1.5~2.5 % E % FFRAE , 60~70 TU/kg fix K H& 5 000 U
Falk RS, 4R T 12~15 U(/kg-h)fc K 1 000 U/ 4E4:
M2 T REiA B ik HARE) . PCTAR HiE 4%
FIHEf ACT 4EHF7E 250~350 s(AR TG F ik UFH fit
P 700 K 5 70~100 Ulkg) , 4 GP 11 b/ a B
ACT 200~250 s (i 50 &bk 3 4+ 50~60 U/kg) , ACT F
£ 150~180 s LA F Al $R B s kg 87

(2) LMWH: # 3 AR o IF 2 ol i T 8 1 &
NSTE-ACS & 1 PCURHWTEE , AT STEMI EL
FPCURHIEE, PCURTIFMGAITE | mg/kg q 12 h,
75 % L4 1 0.75 mg/kg q 12 h , i & o [ NSTE-ACS

5 g IR B B D) BE A 42 (CrCl<30 ml/min 2% MDRD
ISAALE W/ NERIE T % e GFR<30 ml-min '+ 1.73 m™)
A28 R Z 2 LMWH , (EA75 AT el £ 0 AR 2=,
FEA BT Xa 15", FE PCIAE g JE I
EE O RA SRR, hEE D RA S
(eGFR 30~60 ml - min"' « 1.73 m™ ) {& ¥ JIF 2 i 2f &
1 mg/kg qd FHZYY, AR HTEEnt , 27 AR E A 2 %k B
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i —UETE 8 h N AR T2 1 mg/kg 2 T
S AR IC T AR AT HUEE R s #4 RHT 8~12 h i H
A ST R, B 2203 Dk v 538 A 2 0.3 mg/kg;
Aol 12 b, WIRET T 0.75 mg/kg 8 mt 7,

(3) HeAR 5 2 : TCIB Z A2 5 A R R T DA
FHEAR S 5 o #5 ARTTC 2 UFH F1 P2Y 12 #5450
A, 75 581 30 min f5 B IF 4R A L AR, PCLES 7
0.75 mg/kg B Bk 14 45, FF 1.75 mg - kg - h' 4k §F .
NSTE-ACS {{AEH# PCI A& H AT AR T 0.1 mgkg # ik
TG, 4K 0.25 mg - kg - h' 4ERF & PCLL AR A B 0
0.5 mg/kg Jrif& 1.75 mg-kg ' -h ' 44, HIFFINREA S
R T R0 e M S R JC T R e T R >
Img-kg'-h', M7 & & 4EFF /b % 025 mg -kg'-h's
1240 AT PCL, JuHR 5 il XU &, 47 LA e
B UFH+GPIb/Ma f5 LA Fhfee! 71,

(4) T 35 JIF % . NSTE-ACS # % PCI R Hi ¥
2.5 mg ih qd, & 2hfig 5 JF 1 % eGFR<20 ml - min™
173 m? B EE A, P B TR R . R iR &
FRABRAET 5 0 R Bose , 1 00 #0 hk de  50~85 kg,
45 FH TIb/ITTa B 35 7] 50~60 p/kg , 4 ACT 98 5 2 5 A~
I STEMLE A H 4% PCIAR ! 7,

HAIEAESEA T ACS 38 W UE i R B 5 B 25 0
FARTLBE FAUR 7P BE . Otamixaban . ik FLINEE .

252 HEIMBEERTT (DMK ZBENLD
Dy B 51236 B A (201 1) R Y AR R
TAIT BARN 4RI <75 4 INR 2.0~3.0, 48 =75 %,
INR 1.6~2.5%, B84 ACS f & g & 1517 PCI
HRI 5 1 (1~3 4~ H ) i = Bpiae 25 (BMS £ /0 14~
H . DESWH Lir] 2/ 340 1 BEE 6N ), ik
JH BMS, DES BR AT BRIt R 35 7 1915 B0, AOB s
Kol UM 5, v B sh kit i B 24,
INR>2.0 B RGP Ma/Ma®, 3657 Bl i
PCI( SV ) IR YT 1 B B 8 3 AR U — e 75 B 0 45
FRAEZAR, 78 INR<2.0 Bh e i 50 i R T /) A
PLEEIAYT , R T5 A PP B 3G 7, v [ s g
A AL B 2E = f BB LM  VTE & & PCIEY
AMERAEZAR(INR HFRMA 2~3, 75 % Dk F1.6~2.5),
G T R R P G it s I A , o e
FIVCAORI AR TR —BTRIAYT T RS, ik
I JRURGE | HP B ot R i 75 252 FH 5 A R i — e
TRIT R VAR, TR MR B2 K 2 B . R 4
9 S 1 E NSTE-ACS $5 75 8 el = Behike
HAE BT EE B AR INR 2~2.5" 77, o 5] 5 i 4 g
W H AR INR AZS | Has-Bled H it XU B 43 125 Bisf i )
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VCARAT FH 75 mg qd 2,

D5 B U B e o0 BB R HH PCT R = AT AR
AR — R IBHIRTT

(2) 3k Fe £ : 2011 ACCF/AHA/HRS J5 Bl i
I7 48 P SR EL A A v A R A S XU 1) B A
F L, B IGO0 BB IG5 i 0L 3 2 7 2 ) e Ao
JC™ B T RE AR 42 (CrCl < 15 mi/min) 87 B 2 fiE
A G B EELARAS AEE L DI BE ) , 35 LA rT 4
AR AR

(3) FARVSPESE 2011 4 11 7 k35 HOm e s 55 —
A3 FDA HEAE T E IR b B ZE Fl 57 4 78 11
HeiEe2y , {0 B R o m R e g

H A AR R 3 s TR VD BERT FHAE by
B T PTEEIR YT, BN RS A AR

3 EEEm

3.1 BURRIRYT A AR KU A i XU
ENRABIRIT R, S RE TR B E &
FFHRE RS : B ETIE ARG NSTE-ACS S iU A
GRACE 7 43 (http://www.outcomes-umassmed.
org/grace, {XfE<109 43 < HfE < 140 43<f= & ) Al TIMI
PF 43 (http:/Avww.mdcale.comvtimi-risk-score-for-uanstemi ) .
H 1l RURS: 34 B9 45 CRUSADE 3 43 (http://www.cru-
sadebleedingscore.org , {1 <30 /< <40 43 <5 1)
HACUITY 53 AR D7 BRAS o XU 947 CHADS2
P43 (http://www.mdcalc.com/chads2-score-for-atrial-
fibrillation-stroke-risk, 0 73 AAKAE 1 70 A 15 2 70 R
15 1) il CHA2DS2-VASe #7431 KUK P74 ) A
HAS-BLED 45 ( http://www.mdcalc.com/has-bled-score-
for-major-bleeding-risk , =3 43 A5 15 )™, GP Il b/l a
il 78] \LMWHs | fif ik JHE25 60 L Eb AR 22 Ak E O e
RER 73> M TUEHERR , 5 RE B D BEAS 42 (CrCI<30 mbimin)
sy 5 ) 4% 5] it i Y UFHL X & FF 5 B2 8 M i 1
NSTE-ACS B EA T AR TT BT 350 RS PEA i ik =
g

3.2 IR EE (PIHER T 100 000/ul B T [
T 50%)  FEHFZEFIGP 1 b/Ma il #li7E S
HIT LT UFH(15%& 4= %) M LMWH,, B is T 25 64K
DLHIT RIVER, — 2 AT 3 RS, vl 4 B4 [ a d1p
il 300 A BT B AR s SR AT g L (H
W A B HIT AR YT W HERY 3245 . GP 1Tb/ITa 41l
300375 S 4 0t/ NS sk AR B A 0.5%~5.6% 11 4 A
2, BE BB R UL R I/ MR <10 000/l B
e 15 FH AR H I R S I /)N kb T4 2 1
Ji G it 1t 3 s IivE )™
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3.3 PuiRYT R E AR P E
A S N RS RS (25 AR ) I, P 4%
FEIET, TG T ST R AR 2L 4 =2 U 5 Hb
FFE=50 g/L 1) 1,

PR I SRR A BG5BT 1R YT L 15524
J5 1R 4~5 d J2 R AR 2P RS S ) s DA {H AT p
£30d. HHEw IS ST Bt e /N 2 1 1) T
P e Il R ME— AR . MRS
JEHERIR R UK = 2 28 B R HEME, 45725 4~8 h ] LA
PRAZ B FELR 1 I/ VIR T RE . HORS B (o] He A 3 S
R, AU IR A R A A v
BRI, {H AT g 23 fin i A 4, bl 2 f 3 AR
AT Y TR, e R e a2 24 0
DL b A SRR BURIRYT o S nl kA R 5 R,
I MRS 12 AR JHCT<25%E{ Hb <70 g/LI A%
o R MR T AMKIARYT . NSTE-ACS AL
RS LT AN AR B, DA Rk i e A &
PR Bk = Y P B AR AR E AR S AT T Vit K
il IR i B 355 AT 25 p A i A VR I 2 R i
Wi (VR UITE ) LARD FE LT 4 8 11 R

3.4 BURRIBIT P HRUMLFERIGITY e A AU
TEAGCoMESRIe I JRURS: 25 AT AR AR A it XURS: A K T
RIS UE
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I XU (NSTE-ACS . PCIA J§ GRACE>140 438 % />
A — T 3= B £ XS AL - LS 2 A T 3h S
ST-T A% ) B, BT AL & 1 1 PR 2y Heskid:
AT AR C W CABG) Bf, H IR i JRUBS: 14 S8, K
T FA AT LUAEAE F S HT I /M Y7 B 2= DA
15 FH BAT =) DS AR AR 1 B2 T S, 20 o i R eT DA A2
(49, BR AR T Sl H I a0 I %2 P s TR R
PEHEAMAEE S d, S s 7d, B RIEES A AF
vt I RURS: (e — Yk CABG 852 2% PRI BRI TR
) CABG) , RTiij 3~5 d 77 K& F ik FH GPIIb/I11a 1} il
R BB G & RAT 4 hERYT, #51EH T
B[ H] DEAK , HE L CABG R J5 6~48 h & FH *, ACS i/
FAPTEER T ARATT 5, 12~24 hFKIEIH %R 24 h
1A ATSEAN, 3 hE AR 8

P B A R 5 d AR AR (] s Bt e Y
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RO M B A AR MR o B vy e 2 XU 5 TR 45 1
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