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[FESES] R541.4 [ XEFRiIRAG] A
2 M 5 Bk 256 1F (acute coronary syndrome, ACS) 2 Il R
HRERZ—, B AL EMm SRR, HRERE,
M B RTHBIEE , RAES B 1R 3 RO RE 1L BER LR
IR RSy TmREEEERY . E4% LB pentraxin -
SRAMRNERZ —, HERZE 4. ME FEUL4ME.
E WA P BZ 40 55 43 WA I L AR R B K 45 pentraxin 43F,
JE R S RE B |23k . 4F 48 % 15 )R (fibrinogen,
FIB) 2R EE R EE I F T, M3 & FIB JKF 13 & , 42 i
BRERHGERE T . THRFERHEXERES 24k
SGERIERRAN T ARG S E TG L R BG AR A ER
HIFBFISEER B X, HOCHR & ke, B, AR MER
PEfETR pentraxin -3 5 iR FIB 76 S & Ik 45 & AE B &
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LEPBTIE X 4 28 2004. 03 — 2005. 07 #i[E] 60 % L) EJF
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FERRXNG G A MEA X IR, WEH . EHER
I FERE B E 157 6, 2Wits HEKHE T 1979 45 WHO X F
5 L o R ) i 42 I W VR , 22 R 161) 317 S 4R 3l Bk i %
iz, WMADPA, 1 HHAATEEDSIE (unstable angina pa-
tients, UAP) 2H 35 5| (58 19 ). % 8 f5]) , ‘P34 #5 (64. 81 =+
9.93)%, N4 k2.0 HEFE (acute myocardial infarction,
AMI) 35 5] (5 25 5. % 10 f]) , FHER (68.59 +11.92)
%o MR TS ERIERE 1S 6159 6.6 ) , P4
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AMI BEF ARG 24 h 5 R EHEEE K 2 oL 2%
1y, SO LS E R EE & TR 6 — 30 h, -39 19 h;
HAHBEMMERYRATEREM KM, FrA MRHFAH
0. 109 mol/ L MIMKFREWIATRTEE (FTEEN] : Ml = 1:9) s hRAREE
JE LB 4 C FE.L (3 000r/min) 20 min, 5325 M 3% F - 86 C
{3774 Fl ; pentraxin — 3 R 5% i 320> ELISA i3 B Elix-
es A AHRML,
4 GritEaE

THEFRHSE R (7 £5) Fon , AR WA T £
437, %% pentraxin — 3 JKF15 FIB /K2 8] {5 FAHR 4T

5 R

A0 IS K AR e B0 SO B 3% P pentraxin
3AKFERBEAE, BN (6.92 £2.61) pg/L, (6.23 =
2.33)uy/L2 FEFEE,P<0.05, 2 F5@FIEH LK
EZH5EHBE (P <0.01), 20U SRR ER0E0R
HEEWIREEAFKTEBEF, 508 (6.02+1.74) g/L
5(4.60 +1.44) g/L, %t B4 4 (3.55 0. 71) g/L,3 H Z [AIHY
Z5WE(P<0.05) 1 EHj 2 4 FIB /K433 5% B4 1
8, 25EH BE(P<0.01), I3 pentraxin -3 FIB K-35



K 1, PrAEOHREE MK pentraxin -3 K5 i 3 &
FIB K P2 —ERERIEMK(r=0.478, P<0.01), fiA
A XIS pentraxin —3 5 FIB B4 fi IWIE 1,

%1 ZFFEAZR M pentraxin -3 F1 FIB fy7kF

Tab 1 Plasma pentraxin —3 and FIB levels in different groups
Group n Pentraxin —3( pg/L) FIB(g/L)
Control 15 2.64 +0.86 3.55+0.71
AMI 35 6.92+2.61*4 6.02+1.74*4
UAP 27 6.23 £2.33" 4.60 £1.44"

*P <0.01 vs control; 2P <0. 05 vs UAP group.
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Fig 1 Distribution plot of pentraxin —3 and FIB.
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P4k & BLHY pentraxin -3 BREMR N EHZ —, 2
pentraxin ZXH I — B, B 22 B B 40 . i 4 7 i L4
W 20 L P R 0 i 5 4 6 O AL 4R SR B K B pentraxin 43,
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MATE IR EKRT UAP B3,

YER RHEFEFRH MIE pentraxin -3 Y 254L 5 M3 FIB fy
TAE—EREMIEMHRK(r=0.478, P<0.01, LE 1),k
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FRABECR , HIEHRER ACS BF A B — R R YR
W TNF.IL -1 48, A 5| iE 2RI E 400 . B v 400 P9 B2 40
FRIKHLHF I pentraxin -3 ; By 3X Lol 5335 A pentraxin —
3 AR TF 325K b A pentraxin — 3 75 ] 5| 2 JE 42 BEBE AR
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