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Antithrombotic treatment advance of non-ST-segment elevation acute coronary syndrome WEI Xiao, YIN
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[Abstract] The antithrombotic treatment advance on non-ST-segment elevation acute coronary syndrome in re-
cent several years was reviewed in this paper. There are two kinds of antithrombotic drugs, antiplatelet and anticoagu-
lant drugs. The antiplatelet agents include aspirin, adenosine monophosphate( ADP) receptor antagonist and platelet

membrane glycoprotein( GP I b/l a) antibody antagonist. The anticoagulant drugs consist of heparin, low molecular

weight heparin, anti factor Xa inhibitors and the direct thrombin inhibitor etc.
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FEEREA O ZRAERB MR, 2EIRE
Bk&7 & 1E (acute coronary syndromes, ACS) f) &R
BELF, FESTRIEFHIMEBRINKGFIE
(NSTE-ACS) 7E e K |- 18R i % I, 1R 5 & A 2%
Bt HoRE A R B T AR E AR 3 BB RE
PR BB B L , R B LB RS , BB 4
M/ L P T 10 B, 51 S Bk i o B R AR T
ETH, SE—RIIMIEHRERY . B NSTE-
ACSHIWBIT T B R MM /MR MILEEIR T, AN
NSTE-ACS $i#8Y7 KRR R#E R AR I T .

1 HM/NEAIRST

1.1 FysjUEsk  Bara] ECARAfE FIRLER N Al 3 3 i
/R EALEE-1 (COX-1) , fE MR A2(TXA2)
A& BT, T5A B 5T 1L /N 3 46 AN i AR T pL A
Fio 357 BB 1T BE Wy P R 40 B 5 B9 ML /DR S
MEEFMBIER. H—2ERENERY, 8%

Unstable angina pectoris;  Antithrom-

FR FEI BT B IS 75 ~ 150 mg AT AR 70% MR B R
RHR, BRH LR34 2007 (ESC2007) £ 3 i
NSTE-ACS Y7 H B {7y # x Tk B IE A5 1k i oy
A Ak, SRR 160 mg, 4EHFEL 75 ~ 100 mg, IR
BREmRET

1.2 BEERRRH (ADP) BiRiEHIH]

1.2.1 MBS EUisEhE RHL/MIER
SERZ59) , SBT3 5 /MR R T R T R L
BB ) ADP 32 &3 H 57 45 T /S 7 336 #6480 I
INER BB AR , L7 B ) P ] I2G K BEL 6 ) P 4B A B
B, S HOEER A R T R S AR , X T R T AR
b AT B A, WU ESC2011 537 i NSTE-
ACS WITHE R N A B BIF BEHHE
MASTE , SRR 300 mg, 4 A EREHIR KN 75 mg,
1.2.2 BRI BIEHBEFN ADP k554
3,5 ADP AT 45 &, NTTME] ADP SR/
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WRE, BOFSHEES BRI QAR BN 180 mg,
HRFNEHN 90 mg,2 K/d, ATHE PG ACS &
. BHEESEAMAREIRT 2SR KES
BT RR L ( PLATO ) BEALIR R B — T 18 624 £
ACS BESMMBIRW B IR EASEMEE
300 mg AR K 75 mg 4EReFIBIGITAHLL, BA
TG AT R 180 mg, 4ERE B 90 mg,2 R/d
BT RIRAE G4, 815 OIRESE T L YLE
FEFK (9. 8% vs 11.7% ,HR =0. 84,P <0.001),
I B2 BIT B SR T A0 AU SE F i A S it 2
HER,

1.2.3 HHRE BHAEE R — g ke 2 H]
RZ5 % , LG PR S Ao 326 43 44 0 RT3 P 40 ) L /DA
ADP Z{R(P2Y12), HRBEFEHUEEIHBEE
P450(CYP450) it 9, B AR R EAR/ R, R
Yy RETE PRI A A B L /MR I T RES . RS HE
FOIE R T AT RIE Y 60 mg,1 W/d, 4ERE
10 mg,1 &K/d,

1.2.4 KA&FE KEFELIEERMI P2YI2
SRS, TR R E B AT Bk AR 25, W]
M E /MR RE, BERAAS SR EMEE ™
HEfEME, KRR BRY, JHE A B kg
BRALSAEHLABRTEMEE, BHmmL
RERBHWM,

1.3 FEER Db/ Ma SR

L3.1 FERy MERSLiiMMoEES Ib/
Ma ZEMA-BEEFTETE, TUSHER I/
Ma ZAEEFRELES  FHEEAFEAESHEE
HIb/Ma ZiRLEE, AT &M H /MR EE
o #EFRE0.25 mg/kg BIKAG, /S 0. 125 pg/
(kg - min) 4R B#54E 12 ~24 b

1.3.2 {REERRK KEECRRERERER Db/
Ma ZAAEHH, @ 5 MM EEES Db/ a
ZhT AW SIS G, M /MRE F RS
b/ Ma Rk SR A FEARBEE & T H &l /M 2
o Bk R 180 pe/ke, TS BRRKIFLE 2.0 pg/
(kg + min) , ZEHE 72 ~96 h!"

1.3.3 BB BHFIEPEIEKRLGPIb/Na
ZERETN, AR EYURE, 5 GP I b/Ma 24k
A g S, YIS GP I b/ Ma, 3 —3 B W 4F
#EARE GPIb/Ma &6, WH M/ PMREE, H
W A& RER, A, 15245 J5 /MR T BBK B AR, 1L
IR TR E A RN HERES RN 30 min Y
0.4 ng/ (kg - min) FHkHFF,/FILL 0.1 pg/ (kg - min)

BBk 4+ 48 ~96 bV,

2 JWERIT

2.1 HEFE HEFELEANISES, K56
Bem G 454, 300 AT- 54, KIS a I Xa
AT, B BIETTR AT R EVRIER,
Bk R E SRS A RER  BEMEER K,
gk et T2 A 300 0 4o R 1T 3G B B ) ( APTT) . BRH]
B:h 75 Urkg BBk i 46 5%, 8 APTT 4E3F/EIEH
B 1.5 ~2 0,

2.2 KATFHE Ko rHEEHTERRERR
RN/ FEEY, 4 F 82500 ~7 000, HE5
MmFFEAERFRESES B, BMAEDFHES,
LB PIBHR 2R B MR R, KT S
W B, JLF- 100% ., HAT Xa B F 11/E A FEE I
MREREmMNE, RAH DIBHORMER. &
ST, 425 7 (8 ELAS P A 0 30 4 58 AL V5 B B U
BHETR BERESTFHELEEFRELAE
FRIPTER , AT B R K BE30 d N
IR MBS E & OEEENEE, K0T
ERAF ZARTMASE SR, —REFREAR
ZEmUTRAETE L TES, &/ 1 AEEK,
2.3 $i Xa BFWHIZRATT

2.3.1 BHERR BUAFRMRATLA M Xa
N T e BRI RN, LT I AR T R 3 o PR 1 B
WA SHxt X B FEBEME SR, A5/
WET 4 &4, FA 5k 8 T RIFEESR L/ NMRIE
S E BB I & A A SRR, T T R R 5
S ML/ B & AR, B I KBS B
‘BRI AT 2> NSTE-ACS B HF MR BEHMEE. In
KERR TR FHEREANE, —RiEEAE
2.5 mg/d, RS, 1 k4, 7 45
2.3.2 FRUDH FURPILRE—FHE O RE Xa
EFmEF, OREYWHRAES, EXT Xa BFH
PR R VE AR, 5EEAMA L, R BHE R
BLRZE/5 2.5 ~4 h MEZRFE AR, BHSEY
m—sey A AT ERR/D, RAHE, R
B, B HOR—KEPE R BENE T BOR , R S
W, ZetE. BHEU N TR HEER L
ACS BE H T3, WE L FRWHE 2.5 mg, HK 2
WHESDL I /MR IGYT W2 RE F i — PR T 0l
BEHENEER,

2.4 FEBEROEETET

2.4.1 JKER KERERNGAKEERDTE
HEMBE - EHEELEDHN, BIELAEARE
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REREBHKER , H M S O 8 P m & I
CAT-TI ) i V5 o 7 5 7 6% 1 3% 26 1+ R 5 R0 1 o
i R 76 BFHUEE af G 5 /K M A (U B I Dh B , 3w
F /IR B, ZEIRBIFLKIER BB MK
PRI AAEBFEME L LR SE ) & 4 3, B H i R
R,

2.4.2 WRAE HESAER—MALEBRHE
KER, HEF 20 MEEBRNEZIK, 2 TFEN2
180, /2 B H:F I BH M1, GBS MBS v L& o
HAEBRS N KERMED B, FRENH Da
B T, 0 1 o Bt 8] BA B 3 K T & HE PR A
ROERFSTEY, B mEG RS R, BRI
MR AE SR R A I B LRI S5 AR 5 A A S
Eﬁ[m] .

2.4.3 GALLANBEER ok ELAnEEmE R B R N A
BRI HIF], AV A 222 CY 450 i &, BmE
R, ORAHHE PISHERERK, HENE:
A TR R I AR 150 me/d, HEBRERACH 220 mg/d,
¥ 1 k/d Ok, KEFIERETT FIBEHLIEH (RE-LY)
B9 — T RTBE M L BEL TP = e PR3, @ ag
B #9751 BBEE E I B BR A AR i AR A BB ROR
— SRR SRR IR MR, G5R Z B e nEERs
T Hepbk, T B M RETXLKHF2H,
3 AMRAFTNBESNA

3.1 PEIULARAN ADP ZAFERN MREHKY
ADP ZARHEHURIGTIML /MR FPLHIA R, 88 -& B
FAVTIR BT, SMLHS B TR AR5 2 RO 80 BhK
& Ak i 24036 (CURE ) % B, 55 55 F I &) DG Ak
FR G, SLAR T KA {5 PR B ] UG AR T {55 SE 3 A 3E
BFEHE O AESE R A R 20% , B/ R B Bk E
BERLLHE R,

3.2 WEICHMAFE BRI RIBIT S
SERBIIK LS & E 9FF 3 (RISC) R £, B4
ST B4R Y.L JJLAE FE ( NSTE-MI) 2 3 i F oy ] I
REA B REARSET- AL UL fERS . B TR
BA Xk, M a A B R R EWRIT B S d
FHRERRMK, TEFRRRLFHE SRR L
ARER A58 PR 3000 T B0 i BT R DG K 5 BT ) WG o 6K
ST HESR TR TR A EAMEETE,
3.3 FFEMmim/EEEA Db/ Ma Z&RHH
HETZ FRKAH AFEMm/MOoES b/ Ma
ZAREYIN . BT R ERE AR KIS APTT, i
ERBR/NFHENRDS,

3.4 PUEICARIFR M/ MREES DIb/Ma 32
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Research progress on control and prevention of hospital infection in neonatial department FENG Jian-hua,
CHEN Qi-tang ,TAN Yi. Department of Pediatrics, the Fist People's Hospital of Qinzhou City, Guangxi 535000, China

[ Abstract] Hospital infection, which neither exists on admission nor in the incubation period, refers to an in-
fection acquired in hospital, including those which is obtained in hospital while its symptoms appear outside the hos-
pital. Neonate department is a high-risk hospital infection area. Because most of neonates organs are immature and
their immune function and disease resistance are lower, they are particularly susceptible to hospital infection. There-
fore, analyzing the risk factor and providing the strategy for the prevention and control of hospital infection in neonates
may be helpful to reduce the hospital infection rate of neonates.
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