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peptide, NT-BNP ) 1845.21 ng/L ( &% {H 0~1800 ng/L ) ,
% B IIBEAR A, TORZERFIIR . SRR H by m A
BERR LR 878 2 O WA T R e R I 2 it AR R 2 O F
IR : V-V 2B ST-TEL R #E T 0.2~0.3mV,avRST B
e 0.2mv, FEHEA. ONEEA T (cardiac
troponin T, cTnT )P IR Z5 437128 0.141pg/L F1 0.154 pg/L
(IE#{H < 0.05pg/L), 256 A AR, BARWA
SR AR R, (ELCs H P 4 s o0 UL B o n B, BCTE 1T IR
EFR 5 1L B EE TS | SEHEIE /R L AR B | PTFE AR Al VT 45 |
Wk FE K K 2 AR ETE R, 2011 4E 1 A 10 H R fn s bt gt
(I 40, 0.4mi/d f2 N iE S 38E) L 7d J5 ¢TnT
W IEE  BE TS BVF AR IR IR 824,
—HIEH R EE. BT LHEE: |avl V4-Ve ST-T BT
% 0.05~0.10mV, avRST Btik& FEAIZ . JAY7 IR
TG Bz R0 s s R B, DR | Jfi R B 2 R L A i /N
M. 6 A B L AT R] . D- BRI IEE LN .

2 T g

H 48 m 4 27 I R 5% 4> 7 &R (low molecular
weight heparin, LMWH ) 7 ACS 3¢5 s [i] B 5 A i 2
8dl, R X Py Rk A3 B A6 A i Ik ot A4 2 19 T B e e i 7
UIA#EIE 2 J R Ete, A g A1 LMWH B it
300d. # 5, FAVANIZEHEAAERKIAPIRE L2, &
TR . Z3GERBINIORAE . DIIREAN 4 L GRS
g BARMIENE, OHEEHER | . avl . avR. V4-Ve 3
I ST-T B4, Wn ARG K EMLIERAERERIT
? e S e M i 0o I A A *%%EMATF}J?E%HHFHA%E

LD BEBE I A TE BN R 2 &R IR E IR AR 2, HY
(%Tikbw%{ﬁfﬂ’ﬂﬂlﬁﬁﬁtﬂo %—, ACS EFHT%L\
1) 3N K R RE AL BE B 2T 5 2 . ACS EE Stk T
&, WA Gy B BES | M DL IO, XFPAERE
E RSS20 . =, BRI R, TCIR R
FHESE R IL 2 LMWH, S5 45 1 BUEEIR YT s8>
Pt 2 ) R 2 O IR (FETS L GO HIUESE ) 1)
IR XA RN AAE 2 A THURER YT R AN



<796+ PHEEFIZIRVEHRRIE 2012 F 10 5 28 8 £ 1135 25 10 A Chin J Mult Organ Dis Elderly, Vol.11, No.10, Oct 28, 2012

B, %5 = Montalescot %5MHF5T & Bl 2 MEWAIT IR
ACS 3 I 3% H Bk o )5 R B 142 AL AR A
WREAK R B3 T e MO g B @R~k (P<
0.001) , BXANAERE 19w BER A 4522 6 N H Z A, ACS
BE AR BARSR AL I/ MRIGYY , LAER
25 10% 3 & A AR EEF . 6 F A 22 B Be O IVEEE )5 2
F DRSS EMP R RE 37 A I g L BB, ) e
FIAA L, JEI7 AL RAETS | S 520 LA BB D i A2 PE AR 2E 1Y
FERPEI 2 TR, Neri Serneri 2500078 3 KA AN F 5% o
DIEFTLEE, 728 ZAFERE 50~70 & ¥ R Q IO AL
6~ 18 > JT 1Y B AE W BRI SRR -3 45 (12500U/d
B R4t ) (708+265) d, XFHRZH 365 %4, HHIAST
(687 £251) d, FigtFIEFERTH 16.5%, HRIVEH
FILIFRIRITH 6.3%. 455 EKRM, FHASERENZEL R
1.32%), X} HE2H 3.56%, Jii/) 63.00%; AL H 554 3.30%
1 6.30%, ¥/ 48.00%, FE7s/NIER TR T HH
SRR, RIVE R, KN A 2 ) AR e e
BRAR , AN 5L 00 % S INEE A8 AR o A — T 2R 85 5 TS
BT AMI BE M Z L s RIRIEEEE P, 0k
IAE 200 i JB R BE AR OE JE P F R A5 41 2L 20000 # ki
SF oh J5 12500V J FEST, BEJER 12h R 1R, ELE
1697 3 A RO SRR MR & AR 2R (19/107 ) W
EFXHHRZL (34/97 ) . FRISC T B W5 K 1497 A Fa e
AU SR B AE R R, BEVLRUE 45 T 1 R i gk R sk
HREFEH 2 ) (MR TR < 80kg AU MR TR <
70kg, 50001U, & H 2¥; &0 7500 1U, & H 2&K) ,
FE0RI7 3, AR S FH M R AR R R G AN
29.1%, ZEREEHIZH 33.4% (P=0.031) , H2eEH4AH b4,
TRITAL 1 AR NBE T AL IILRE BE 6 6 1 R A 35.0%, KK
B LMWH 0 R A E RN AJRIT I ACS B
L — AR 3 () U A2 EE R AR . Ub Ak, 7R AL A AT
SXH] > 65 %A B TE I 2N Ry T4 o R AR X 3R
MBREREEZ,

JHF 28 B LA Az 3 BAT AEPLEE 7 180 190 1 A8 PR
o B el i sh ko s /e . IFREANRS, £
BLAELTEN A0 (endithelial cells, EC) £, AEMgIK
e EC R i, B 1l 7R A A I /AR B 4
S B F A8 BE -, B IR MR R A BRI A FIET R
HAYAME . BIL EC BB . KA EMELEY
5 B A A 2B A S 4 /N SR o Ak PR M S SR 3R
52 EE AT B A O B sl Ik P B 5 A5 i R Y I v
L4 ( vascular smooth muscle cells, VSMC ) ¥4z, i
Hax F /e 5 HPTsE g v e o6 . KA A LMWH W] LI
U (2 TE R T AR ZK AL o PR AR WL P IE-PL iR E S
IRAMA RS, MRS T HRE A SR R R
RN, FIREIESE AS Wk KRR, JLk, HFE@at LN i
PRI VE R TTIIG] ET-1 F034m NO MRk, #Iil VSMC 19

SEFEABEAR VSMC W Ag vk MR IR . FRuc, 7 AR
PR o JEALT AT E Jh BELIM A R GE 2 B2 0 L L [ i 4
F XU FR G LA I /N ERUE I S e, (R
FA S, W R o fom o] BE HA Pl T i i
FI, SRR | P i K RPN B S REAT G, TR ]
AR SO R 2R, DU OB RRL Y, R 3l i s 1, ke
T 20 2 S A SR LA

LMWH 154 RO ST 2R B R e 1), 2 2R BT
Fxa fEH, XTHTEE MG A9 7R AL/, ok 34 20 it
A AR T B T LA 2R I S5 H I S RS2 T LA
WA S, ARREMREBOCHR, MW IR LR ==,
PRI M PR B R AT BT 3R 22 A o A 43] F8 3 R0 ]
/AN LMWH, - BATTAC AU A A TR A F ok 1Y
ARas, A TR e FE VT O LA DR AP P o Il R v
BEXTBAE 0 A SPROL, PP ER AR L, AR AR A
AR YT

[ &%k )

[1] Kyriakides ZS, Kourouklis S, Kontaras K. Acute coronary
syndromes in the elderly[J]. Drugs Aging, 2007, 24(11):
901-912.

[2] Geerts WH, Pineo GF, Heit JA, et al. Prevention of venous
thromboembolism: the Seventh ACCP Conference on
Antithrombotic and Thrombolytic Therapy[J]. Chest, 2004,
126(3 Suppl): 338s-400s.

[3] Théroux P, Waters D, Lam J, et al. Reactivation of unstable
angina after the discontinuation of heparin[J]. N Engl J Med,
1992, 327(3): 141-145.

[4] Montalescot G, Collet JP, Tanguy ML, et al. Anti-Xa
activity relates to survival and efficacy in unselected acute
coronary syndrome patients treated with enoxaparin[J].
Circulation, 2004, 110(4): 392-398.

[5] Van Bergen PF, Jonker JJ, Van Hout BA, et al. Costs and
effects of long-term oral anticoagulant treatment after
myocardial infarction[J]. JAMA, 1995, 273(12): 925-928.

[6] Neri Serneri GG, Rovelli F, Gensini GF, et al. Effectiveness
of low-dose heparin prevention of myocardial reinfarction[J].
Lancet, 1987, 1(8539): 937-942.

[7] Randomised controlled trial of subcutaneous calcium-
heparin in acute myocardial infarction. The SCATI (Studio
sulla Calciparina nell’Angina e nella Trombosi Ventricolare
nell'Infarto) Group[J]. Lancet, 1989, 2(8656): 182-186.

[8] Low-molecular-weight heparin during instability in coronary
artery disease, Fragmin during Instability in Coronary Artery
Disease (FRISC) study group[J]. Lancet, 1996, 347(9001):
561-568.

(%4 £5%)



