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Aim To vestigate the roles of inflammatory mediators in the pathogenesis of acute myocardial infarction

(AMI) . Methods Inflammatory mediators such as C-reactive protein (CRP), tumor necrosis factor a (TNF-a) , and fibrino-

gen on the 1st, 4th, 7 th day and 2 months later of onset were measured in twenty-nine cases with AMI.

Results Concentra-

tions of CRP did not show difference compared with the controls on the 1st day, but increased remarkably on the 4th day, and de-

creased on the 7th day. It normalized 2 months later.
group and 3 in AMI group.

day. It normalized 2 months later.

AMI.  The very low detectable rate of TNF-a made it of little value as a risk factor of AMI.

pathogenesis of AMI.
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TNF-a could only be detected in 6 samples among which 3 in control
Concentrations of fibrinogen increased on the lst day, and continued increasing on the 4th and 7th

Conclusions  Changes of CRP was not the initiator of AMI but the reaction following

Fibrinogen might play roles in the
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Table 1. Dynamic changes of CRP and Fg in AMI patients and comparison with those in controls

IR X i EBIN

CRMEA (mgl)
FhEAE (gL)

1.20(0.97~ 2.75) 1.25(0. 78~ 4. 68)

3.4%0.8 4.27F0.7°

FaR PN 24MH
22.56(13.7~ 39.2)™  4.55(3.28~ 6.03)" 1.15(0. 8~ 3.3)
7.5+1.7° 7.0%1. 6" 3.510.6

a: P< 0.0001, b: P<0.05, 5456 1 RA2NBEE; ¢ P< 0.05, SXTIRAR 24 AEHE; d: P< 0.0001, 5257 K.

3 1t ig

ITAERF RO, K22 LU R .
RS A R H A Y . R R E R R
AR 2R T S e AR T R I B A s EE 2R
FER, RIE RN GBI RA R E R EERED
e S TE B 77 v R IS R E B B A7 4 2 B
EIRTIANiOF J=

ARWFRMEE T 29 Bl 2t O U FE 8 35 W&
SEFEFRIBh A ZE A, I 80T T 4 bR Bh bk it 5 HE R
TR NFEVE AN . RBLC RN AWKE
FERE 1 REXMNBESTEEN, 8 4 RKIEE
W, BT ORI HE TR, EE T, 2 AN S
WS IEH . TNF-a N REUE 15 ng/L AL 7%,
TEFTEFEAR T, AU 6 FIREBS AR B, Sk OB
FIXFHR AL 3 il itk O URE BT 28 3 7 4 8 (1 R ik



CN 43-1262/R HEF kgL 44 & 2003 58 11 E5 4 351

BAEF 1 RMEZES TR, F4ME 7 Kit—5
W, B C RBE AR, 2 A F IR E IEH .

C 8 A R AR 4808 7 f 6 b, o —
Fh i [ AR R B, 76 7 2 REBOBOW, g gy, KT
AR QI I BT . RS B R S0
J&, B RR C S REER A RO I, M7EFF ) C
R W T R T A o AT R
FIUREFE B N Bl C 2 i3 IR 0. 54 mg/L, 26
4 K53k 85 mg/Lo T 46K 2 $ua vk 0 ILRE 5T
EE BN C R E T S &, T 2 A
HRREIE %, R T 2 R SAR B A RRAE, 0
C MR ARG R T At OV, ¢ RN
T FITE f e N BB o 0 0 5 S T4 ) B ML) 5
B

PRIRFER T a & —Fh A AT AR iR IR 7, e
AL B2 2 . I/ L L T S 4 B o, AT
AN E 1 AN E 6 B2 MAkKE TR
B FEELHT IR YRR E R T o R BEER A 4 R
87 ) B R . (E E AR SR A 55 TNF-a 5 2k
O VBTG I R B0 % A R, H 4 mA—50Y,
LD TNF-a 7R ML) )12 5 10 B 3 v 4
B AHFFAR R I AN O UUREJE 5 TNF-a IR BE 5
XA 2 5, LR AT A, TNF-o 78 T 2k 0 WL
FEFE 29 (1 A IR B 7 B i R O
EIRAGT I

2T o R 1 JE R U I 3 R 0 R, 2 IR
FEAR VAR R 73 F % A BEAR OB 0, th S I S50 )
WERE. FUERERA S HE B R B E
[, 75 R 2URICT TR A OB TN L. £ 4B
B 2 5 MR 48 RE O BBURRTE KR o Bogaty 25 He
BT R RO R R 2 YR A O LR BT

L SIE

BN E RO S BB AT 4 R B R IR, S AE R
TEAe B IR AL, K DUAE E K O B A R AR
WP IEH IR OE 3 R 22 5, )™ E e 0o A AT
YL A JFR B R T O A U R . AT
s e MO URE BT B8 8 N e I £ 48 2 19 Ak B2 B )
W, R AR AR SO WURESE 0 A i
A ER, e B T IR A e A R T
REXT 2O LR FE (B ACS) IR 2B TAE L, 18
AT HTBEVE L KEEASR AT T o

[ &3 3R]

[1]  Giroud D, Li JM, Urban P, Meier B, Rutishauer W.  Relation of the site of
acute myocardial infarction to the most severe coronary arterial stenosis at prior am
giography.  Am J Cardiol, 1992, 69: 729-732

[2]  Jorge P.

dromes.  AM J Cardiol, 2001, 88 (suppl): 10k-15k

[3] Chandler WL, Stratton JR. Laboratory evaluation of fibrinolysis in patients with
a history of myocardial infarction.  Am J Clin Pathol, 1994, 102: 248-252

[4] Bhakdi S, Torzewski M, Klouche M, Hemmes M.  Complement and atherogene-
sis: binding of CRP to degraded nonoxidized LDL enhances complement activa-
tion.  Arterioscler Thromb Vasc Biol, 1999, 19: 2 348354

[5] Ridker PM, Hennekens CH, Buring JE, Rifai N.  Creactive protein and other

Inflammatory pathways in atherosclerosis and acute coronary sym

markers of inflammation in the prediction of cardiovascular disease in women. NV
Engl J Med, 2000, 342: 836-843

[ 6] Latini R, Bianchi M, Correale E, Dinarella LA, Fantuzzi G, Fresco C, et al.
Cytokines in acute myocardial infarction: selective increase in circulating tumor
necrosis factor, its soluble receptor, and interleukin1 receplor antagonist. J
Cardiovasc Pharmacol, 1994, 23: 1-6

[7] LiD, Zhao L, LiuM, Du X, Ding W, Zhang J, et al. Kinetics of tumor ne-
crosis factor alpha in plasma and the cardioprotective effect of a monoclonal anti
body to tumor necrosis factor alpha in acute myocardial infarction.  Am Heart J,
1999, 137: 1 145152

[8] Koch W, Kastrati A, Bottiger C, Mehilli J, von Beckerath N, Schmig A.  In-
terleukirr 10 and tumor necrosis factor gene polymorphisms and risk of coronary ar
tery disease and myocardial infarction.  Atherosclerosis, 2001, 159: 137-144

[9] Bogaty P, Poirier P, Simard S, Boyer L, Solymoss S, Dagenais GR.  Biologi-
cal Profiles in subjects with recurrent acute coronary events compared with subjects
with long-standing stable angina.  Circulation, 2001, 103 (25): 3 062-068

(HCgi RKE)

cEEEE-wE-

RKTMEEEL SEET

I SCRRAEE R X SORG N AAF i Sebr otk o flin, IR 4S5 7 SR BT S I8 B R4 A0 BB BE B 46 T T A4E, iR
Xt g AR AR I R AT . — RO A — L R, Z2AEE, E AR K. B EE AU B R A
VIR Z 5 SR I X B AR R SO, RAEHTFC AR S 4B A4 0 SRR I 7 46 5 2 SR 41 3T AR il AR, @ RAEH A

55— 5 R 5.

2 EWEBAAEHECEFEE GRIEE AR Z SR H 3 5Tk M R K A, S R AR UM AR Bt .





