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# E HN HEXBAFAHERAHANBEWAAUMELEAUERGACAFACHILERARMANE
FPCOAM AEHRANERT R AR EARAERERA RS IR L FTH AR L 2 RAT G, Hik
K209 F 8 AF 201054 ARK L HNHKEN IR2HATHY AR X ZMEDHEAKS ACS EH B2
HIREHEAM=SPERAMNEA(n=T4), REFNELAKNT% FH 3 EHK 300mg, &% F 600mg, K E 4
F 150mg %57 30d,.30d EH A B HHE X Tomg/d AU BELTEERE la. ¥AHNBARAN T &k & &
HEL300mg, KEAERAME EHka FAFEUBE Smg BB T, KEMT0dABLEACKEEER
B ¥ (major adverse cardiac events, MACE) X £ 1 . &R FHH ot % 30d. A MACE X £ H i R
b BEHLEERZR EXEARAREAFNBEAMACER A RARIHY, 58 £ 600mg AT EHS
FERLT 50mg REEFEAUBEAS ACSHARMARFUEMMACE R A KA HXEEHZ R,

XER NERBAAABE 4HE

FE 425 R543. 3 XEkIRERS:B
1 #HSHZE
1.1 #R*%

PEHR 2009 4E 8 A F] 2010 4F 4 A KB LAFR
WRH 132 BT 25 BE L X X (DES) L A K
ACS A&, BN A DA B4 (n=58) . % 7]
BH (n=74), AtrE: 5 R 1999 F ACC/
AHA 1 WHO 2 bRt , i+ 2 3 2 55 B J s
BORS % HEFLRTH BEDRITHEBE, H
BRErvE:- DA M EREE2) RFMHEA GPI b/
[ a 490 5 0] AN SR BE 25 4 &5 3) 3 4~ A P9 HE AL
1B T 9 BB 5 4) 3T S e A TR R BT A DT b e
5 M/MRITAE R 5 :6) 8 mEE 65 7) il /MR
&K (Plt, <100 X 10° /L) ; ) =&/ . F it .

1.2 &XBFi%k

A DES T HEEH . iABREHMIEAE
MEZRRECELYLB LR, REHBEARG
25 F B &) UL Ak 300mg , E ML ¥ F 600mg, Rf54F
150mg {447 30d,30d J§ R B R E #F 75mg/d &
W BERTEZEARG la. % M B2 IR AW A T
MAE M E & 300mg, K5 78 IR BT &) T Ak 4
i E45 T E 4% E 75mg 4KLEIATT .

1.3 AEAMG
R B AL 30d HETHEDT . BEIT A A BT

X RS :1000-9760(2011)03-189-02

FET-  BFE K dE B3 L WL FE (myocardial infarc-
tion, MI) ) J% $8 Ifil %5 Il i& & 2 (target vessel re-
vascularization, TVR) £ #& PCI K 74k 5 ik & 3%
44 (coronary artery bypass graft, CABG), H Ifi
HEuFEFELOEGRRELLEG, FEEL
B {4 40 45 fBUA S 0 R TR AL GE 1 ol R B A I R
TR BRI R R AR ML B T AR L. AP R 2
WL R L H CT 8 MRIHESE,

1.4 %itFo#

SR F] SPSSI11. 3 it i FT 4 it F AL 2 .

2 HR

2.1 AmabRALZTHE R#ELZ.
1 HAGKESHELER
F1E REHER HANED Y/t P

F8HE) 64.6+10.3 65.3+9.4 0.407 0.685
BHn(%)] 42(72. 4) 52(70.3)  0.073 0.787
& (n(%)] 28(48. 8) 38(51,4) 0.123 0.726
# &% [n(%)] 17(29. 3) 24(32.4)  0.148 0.700
% 18 [n( %) ] 23(39.7) 31¢41.9)  0.067 0.795
# e 42 [n(%)] 31(53.4) 32(43.2)  1.357 0.244

25(33.8) 0.244 0.621
22(29.7) 1.425 0.233

& ACS[n(%)] 22(37.9)
RO EKINS]  23(39.7)

#H ik [n(%)]
13T % 45¢77. 6) 62(83.8)  0.813 0.367
B SR A 26(44. 8) 30(40.5)  0.245 0.621
A & # 12(20.7) 7(9. 6) 3.328 0.068
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ACEL 12¢20.7) 25(33.8)  2.764 0.096
LLMWH 45(77. 6) 54(73.0)  0.369 0.544
LVEF(%) 55.27+6.68 53.85+8.23 1.067 0.288

AL BF Cpemol /L)
ACEL: fn % ¥ K R 4 % & % % #; LMWH. & 2 ¥ i #;
LVEF: £ % # i 4+ %
k2 FALEREVRBOD

92,44%18.60 90.93116.96 0.486 0.627

5 5 n LAD LCX RCA IM #£Xhu%%%
R H &M 58 43.1 27.6 31.0 3.45 46.5
¥ AEA 74 48.6 311 20.7 2.7 52.7

L HAML y2=0.518,P=0.91, R E LK it ¥ £ %
LM: % % FsLAD: & fT M % LCX: £ # % s RCA: & & 3K 3 Bk
2.2 2#30d Ak FHILE HE3,
3 BhOEHRLEHEA LK,
REHNEL HFAHEL P

W ¥ 4 22(37.9) 21(28.4)  0.213 >0.05
REL O ®H
)-8 3. 3-8 11 10
Fo 5 o B 6 7
FHyhm 3 3
FTEULEH
W W 2 1
R 0 0
2.3 AATECHERARFALERL REA4.

4 CHBEFEFREGHREABA
RhEEA AT SAER 4t P
b:gi:-ik & 1 0
LEXD ¢! 1 2

1.333 >0.05
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AHME ACS H A DES B E KL T A F
AR REREEIAMETHAIERE 2.
45 5 0UAG B e 0 £ % 4k 4 B2 30d Y BE T MACE
RAEZATRES HLnERHE EABS.

AMBEREHBIOAR OO EBHFHRE,
BT Rt FAOE AR T A B A
REOCIER BEERREFN, HRSHRIA
HREEEEMEFRITPE 4% ~30% K14 3
RO M/MBITY . ARG REY,. XA
150mg #MAR FARFRIGST 1 A3 /MR i1
FIEHAR B FRA 7omg RGBT ES . B
A B IR, PCL & B B R 3645 405 18 B 3 3k
I /MRS MR RENMREEE—FR
IR AL MR R ERENEE . EFHRE
HE SRR % R L I /N AR £ FH S o 5 VT LA 5 AE
R R R L A AT B SMERERELZEN

B %@ ue, BN L/AMRISTREIE
MM EEERGREELEMNREZ —, CURE
BFF R, 1 K R DT AR ) B AT S 30 & A R
16 785 o B U 4 15 B ML A VAT RE B N o
KU 4 T3

EEBREEE TR ETREREN.T5
mg T E 4B B K TE 5 0 F T IE (250 mg,2
W/ d) AR IF) % I /AR 0 04 FRCY L R I 75 mg fE R
EREWMELEHR -ERAES. AHBER
E IR 2 25 4, S /MR — BERR R (ADP) %
G A SRS MRBOE R . A E
BB 1k 305 0 IR AR T RN ACS R 6~
24h % F 300mg EM B RGH RO R NS M
ROEER, BNEEERE. RAG AR
% F T PCLARTHL /MR 36 77 81 5 4R 40 51 i /s
W BB THRZ S 300me 7 B3 HHE LM%
b, B 4 K 2 %G PR £ 7 43 e % R 300mg
HR., AHRERRVEAHARELERANRY
LS E X ACS B & 17 PCL 39T Ja i 3 s R 7 3
REANBAFLEZHE R (P>0.05), 15K
IR ot (P>>0.05), HEHOEEE
AREGARERERBEE MEHFTEHARE
HRERNENEBTHEEEHER BHEH—%
B3 .
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