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Changes in plasma tissue factor, tissue factor pathway inhibitor,
interleukin-18 and interleukin-10 concentrations in patients

with coronary heart disease and their relationships
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[Abstract] Objective To explore the changes in plasma tissue factor(TF), tissue factor pathway inhibitor( TFPI),
interleukin-18(IL-18), and interleukin-10(IL-10) in patients with coronary heart disease(CHD), and to investigate
their roles in the development of CHD and their mutual relationships, Methods A total of 121 patients were divided
into control group (n=25) and CHD group (n=96). CHD group was further divided into acute myocardial infarction
(AMI) subgroup (n=33), unstable angina pectoris (UAP) subgroup (n=33) and stable angina pectoris (SAP) sub-
group (n=30). Plasma TF, TFPI, IL-18,IL-10 levels were detected by enzyme-linked immunosorbent assay (ELISA),
Results The plasma concentrations of TF, TFPI and TF/TFPI ratio were higher in CHD group than in control group;
they were higher in AMI subgroup than in UAP and SAP subgroups, and higher in UAP subgroup than in SAP sub-
group. The plasma concentrations of 1L-18,1L-10,and IL-18/IL-10 ratio in CHD group were higher than those in con-
trol group. The plasma concentrations of 1L-18 and IL-18/IL-10 ratio were higher in AMI subgroup than in UAP and
SAP subgroups, and higher in UAP subgroup than that in SAP subgroup. The plasma concentration of IL-10 in AMI
and UAP subgroups was lower than that in SAP subgroup. In CHD group, plasma TF was positively correlated with
IL-18 (r=-0. 302 2, P<<0. 01) and TF/TFPI ratio was also positively associated with IL-18/IL-10 (=0, 3494, P=
0.01). Conclusion Hypercoagulability activity and high inflammatory response exist in CHD patients; further more,
they parallel with the severity of the disease. The positive relationship between coagulation factors and inflammatory factors sug-
gests that they play an important role in the development of CHD and be used to evaluate the severity of the disease,
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Aotk RES% (G JR » coronary heart disease, CHD)
MERmEILE P REEEER. ANENRENY
B BEATR R  IESE AN EEE MO &% (unstable angina
pectoris, UAP) 8 & 09 & bk N K oA K B 19 & i 5
FRRENFFIX, ARIZEE CHD & F 58 # fk
hfm/ MR . ERgRTSBFAESAR BE
CHD g# B BRI, mER, Bs¥EA
R A AE B G0 B OTE L T R AR E-EE I il AR
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PIRBF L, EHEXMERFERRE . R E
B RO 1 3% o 43 3 78 1 TR B L& 1 K AR A XL
REEEERYHLEHE TR (tissue factor, TF),
HHH TP (tissue factor pathway inhibi-
tor, TFPD) #1 44 & 18 (interleukin-18,1L-18) . K
4% 10(interleukin-10, IL-10), LA#Fi+ CHD B %
hEEMAFRRERTFRMEEXREHE CHD
BEERPHTEEIEM.

1 #REH®

L1 #rfst# 2007 4 3 A% 2007 4 7 Atk
B BRI R ILE B0 & M 96 4] CHD &
#(CHD 4) #1 25 #4E CHD & % (3 CHD #).
CHD &% B 63 #1, & 33 B, F¥4EHH (65 =10
X RARES 144, & 11 6, FHER 62+
14)%, CHDAS5MAR CHD ERHEARH LR
FHEER (R D. CHD BEHL RNk ERIE
LEPA | XEFEMERAE>50%, Wik CHD &
FodRIKEHESNETENEHER, TECHE
DRER ERHSIERE KB R EEPERIES
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AR CFEB BIPCAK) 8R I A% 35 L B 3% 44k BELWT 77 7 (50O
A 3k & o e e 1 R RS MRS 26 291 % CHD
RRHZGYIIEYT  FEIL AL |, UAP fn&ath .0 UESE
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MR E (KD T ERT, SRR BILE. &

& AE ) B8 5 3T LLAH B M 25 01697 . 1R & ACC/
AHA ) CHD 4 BItn#E# 96 il CHD BE K
AMI /N (33 1) JUAP /R (33 B g e RO &
§% (stable angina pectoris, SAP)/NH (30 #)), %2
7~ CHD &/ B EWIR BTN R TS BT
AXEBgEREE AR CRERERHBRE,
HBR &I OMR JCELBEA L R E M B R,
iz EE TR, B SR HRR. MR,
RIEEY: BN LB HMRGERR U RERRE
WHYNEE,
1.2 #H#AHLAE SAPEEMEATARE2X
TR 2 I &% Bk i, 2 Bk 4% & 1 (acute coronary
syndromes, ACS) B FEM FAFR K0 TFRFRE %
PR H24 B b il /AR 25 2 B g fk o B8 O bk
ifiL 5 ml, BT MAR4< B E 4 ENTA-2Na Lg% .

B #5442 3000 r/min ¥4 1 cm, B> 15 min

&, B EREMK Iml XA M0AR . 4 S TS
i E . R EEMEE EP BHEFA-70CEKE
vKFEEH.
1.3 &% TF.TFPI @ R PN R G R B
#j5E. ELISA BlidA & W 5 X E RB A &, Bin
XA Biocell HT2 BBk S 58 R0 T A &Y , #24E ™ 48 4%
RAER S HHT. MK mAEKRERABLE
e, b ST aE S A LT B 4 B R R B
k%, ZERREFH2 A S E LS {H
7. 1600-020 &) HIE

£1 CHDA5SXRARLE CHD BRARMNELRWN(%))

43 HHE FH ) R BIERR  AHELE BHMAERE
bogit:l 14(56. 0) 62114 4(16.0) 5(20.0) 8(32.0) 3(12.0)
CHD# 63(65. 6) 65+10 24(25. 0) 29(30. 2) 38(39. 6) 27(28.1%)

# :CHD:SE0 98
%2 CHD A&NASENFREBHSHEZY
FAEEBAL () FEXE ()
a5 A%
EExT RUFEZ BEifEx AR 1X 2% 2X(Z330
AMI/h#L 33 2 21 12 14 19 9 4
UAP/MH 33 6 23 14 13 14 10 8
SAP/NMH 30 9 24 17 18 8 13 1
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2.1 RFRXRCHD &4 2% TF, TFPI K+ &
TF/TFPI #§ & 4 CHD 4% % m 3 TF. TFPI,
TF/TFPI A& F 5t B A (¥ P<<0. 05). H+,
AMI /N % TF KEE T UAP /M, UAP /MR
BERT SAP /A B, SAP N B FHE TR
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# P<0. 05; 5 UAP /hf 13,2 P<<0. 05

2.2 RF%£ACHD &4 IL-18,1L-10 K+ &
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X(r=0.753,P=0, 000) , TF/TFPI 5 IL-18/IL-10
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5 n T-18(ng/L) IL-10(ng/L) IL-18/IL-10
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# .CHD, TF, TFPL. [@% 1 #:;1L-18,IL-10. A& 2 &
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%, Morange ZPIBFSTA R M3 A9 TF ¥ 58 0] Tl
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VI(Ma)/TF &Y, ATt F s H TF - 20
MR d 8. Golino %1 &K B iE 3L, TFPI
S5 ACS BENMRER SR, HIFHE
HESLB), ACS & M3 TFPI MK FH B E, B
OUZRMTEREMRX. AHFRELRR CHD
BE K TF, TFPI §7K F LA K B AL 1 8 MR 7
GEREH, BEME TF. TFPL, TF/TFPI b & 5% %
BIMEMF &, HARE R ER CHD &, K%
PHEAEERE TF () &3 TFPI MM AR,
SEHAMBELRERABIGEL TSN RE
RE, MEAH R MR, X %R T MK TF v fil
ACSEEM.LmERFLENFEN, Hik, CHD
BF MK TF. TFPI Kk E Xt F CHD R 2.
HEVERBUSE —E IR E.
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LRFEFERD, Bl IL-18 MK E SR
Jok BE R AR K /NEE I AR 1, 78 CHD K Fis
HEEEMAAIY, IL-10 MEFENRLAK
HF, BRI B B WA B S v v, BB T A
IR F 0 5 A ER - 3oF S 9 AL 400 3 6 RSB A
EREE A 5 BB 2 F B9 28, B kO LR I | R
i EFS G RO, S CHD A4 % R
e B K E EMEA. Dubey %0%iA %, CHD &
FHilH IL-10 ¥R E TR RER S BMRABENEHE
#, CHDBFMm¥ 1L-18.1L-10 REE—F R
LAl Rk CHD B RAERA, M HE5 CHD M &
HERBEVIMR, AR 2R, AMI B i3
IL-18 7K & IL-18/1L-10 B E RS M B i A+ &,
SRR SCER R E ALY, AMI 1 UAP B &1
K IL-10 K BIKTF SAP 25, HE T #4A,
5ENSMIEFEE RIS, BRT IL-10 4
MRS LR R EEERER. 250
FEE R, AMI &% IL-18/IL-10 H.{f & F UAP
K SAP 2%, UAP BER F SAP &, Wi, %
A E W CHD B & £ E R RAE B F /L RAE
¥4, Chalikias Z1 §F 58 iA K, IL-18/1L-10
HEE ACS ESIAREMHMMI TN F. 4
IWHBA KRBV RERFESRREFAGEE
WP LA B R 5E R BIR A, X% CHD B fa e 2
B R R BUE A —E R .
ERERER, MEEK CHD BEL TR
BRESERER MRS, BRHETRFE—T
XK R, ESNE¥EEIEEL, ACS BH MK
FXla5 IL-6 2IEMX, BAagEnNHEF5RERF]
REFaE—TWMENE. EH#—5 70 CHD &%
1% TF 5 IL-18, TF/TFPI 5 1L-18/1L-10 #4%
¥, REH. MEMW TF S5 IL- 18 HIKEZSRE
A%, TF/TFPL 5 IL-18/1L-10 2 FH%. #
AT RAE RN RGEAR RIS, MEHEY
HXH, ESMEEREN, FEE TF SHEREHR
T EAE B AR, TR T R - 42
PEF, AR AT 6E7E CHD R Wbl b R X8
fERS . REANEG| BRI RERE TF HHH
TEER N, W B B0l B P B AR a4, Bl TF 2
BT i o 2 T 38T A R R I iR AR T 5 T R
i - FURRZE I8 P9 B2 B B B 48 | P 22, i B
HEREEME.FXa . TF/Vla/Xa EAYH X &
VIR REBTE PR RE SR A A M, 37 A K B REEAT
FEINE IR A B9 5 5 KR, 3X 26 # A/t R (40 IL-18,
8 B A K B F5%5) BRAE R o 1l & T 15 LA L B9
WA E%, XEEiET TF RiERERRN TF 1

TREETEPERS I, S — OB B M R RERRTE A
RAE-BEM- AR DEIR, TELTEIR, RAE R DLW AN
=, MR FE LR e CHD WAERE.
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