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[ABSTRACT] Ain

artery disease and severity of coronary artery stenosis

Chenokmes  Coronary A rtery D iseasg A cute Coronary Syndran es

To investigate the correlationship beween the level of CXC ligand 16( CXCL16) and coronary
M ethods A total number of 76 patients were enrolled in pres-
ent study mcliding three groups acute coronary syndrane (ACS) patients (n= 29), stable angia pectoris (SAP) pa-
tients (n= 26) and controls (n= 21).
tration of serum soluble CXCL16
ACS  Analysis of variance (ANOVA) was used to test for the differences n means of serum CXCL16 anong three

groups

Enzyme linked mmunosotbent assay (ELISA) was used to exan e the concen-
Gensini score systan was applied to evaluate the narrow severity of coronary artery in
Logistic regression was used to analyze the correlation bew een the level of serum CXCL16 and ACS ~ Speam an
rank correlation coefficientwas enployed to assess the relationship between serum CXCL16 level and Gensini score

Results In patients w ith ACS the level of serum CXCL16 was significantly increased campared w ith control and SAP pa-
No sienificant association was found be-
ween serum CXCL16 and hich sensitivity C-reaction protein ( hs-CRP) or serum lipid parameters  In ACS patients the
Increased level of serum soluble CX-
CL16 was mdependently associated w ith ACS The serum CXCL16 levelwas not associated w ith the severity of coronary ar

tients  The serum CXCL16 concentration was positively associated w ith ACS

ncreased level of serum CXCL16 was not linked to Gensini score Conclusion
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Rz RPH 77 (ARB) B FH Ee 5 708 B B2 38 & (P < Q
003). T ACSZH5 SAPZHAH LR MR EE 2R 254 41,
Hih 5N Z R LR EM (R 1),
22 IMF CXCELREFEME 16 RERF & MAS
KFE

xR, SAPZH I CXCL167KF- 7t &,

HERLSGIH¥E L (P =0 059), ACSZH % CX-
CLIG/KTFEZETHE (P < Q01); 5 SAP 4 L,
ACSHIMTE CXCLI6/KFTHm (P < Q 03 & 2),
ACS4 hs-CRP#: SAP AN 4 B & & (P <
Q 01), M SAPAH XA ERF LR EME. B4
i« R PR 20 4 B AN YT ACSZH A SAP AL AR
MR FEWE (P<Q 01). 1 SAPA 55X A A
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Z #H X (n=21) SAPA (n=26)  ACSH (n=29)
B4 ( x10°/L) 6 3511 48 6 251 44 8 58 12 17M
rhHRL 41 57 60k t6 T4 63 3% 3 9% * 73 7% *8 567 "
LT (mm /h) 7 6715 94 10 89 7 64 20 25 11, 98
TC (mmol/L) 4 84 %0 80 4 5311 21 4 48 10 89
TG (mmol/L) L 5140 58 L 70 %1 23 1 32 10 49
HDL(mmol/L) 1 36 30 31 1 1240 19° 1 110 330
LDL(mmol/L) 2 6730 67 2 77%1 14 2 73 10 67
Lp( a) (mg/L) 233 2482 7 279 9 %132 6 278 5181 1
hs-CRP(mg/L) 2913%1 989 2 891 £3 635 9 885 16 676"
CXCL16( He/L) 2 58830 518 2 866 t0 439 3 309 0 849b¢

aNP<Q03bhAP<QOLEXHALLE; cHNP<Q03dNP<QO0LE
SAPZH HEES .
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EEIEREXME SR

Logistic [ 443 #T 27K, fliE CXCL16Y5 ACSH
SEAHGME (Model 1), HAIEAHK (B= 1 667 P =
Q 004 OR = 5 296), A T ¥ EREH R G
(M odel 2), IXFfAH RMEARAFAE (P = Q 009), 533
— DR T e SR S R I SR A TR R L
TGN R (M odel 3), FHRMEAIRGFLE (R 3).

Fz 3 MFE CXCHMUETERER 1652 B RaNbkES GEHE
XMBY Logistic[E Y35 #r

B SE Wad P1H OR

9%% C1

Model 1 1667 Q58 8091 Q004 1529 1679~ 16 704

M odel 2 1523 (0584 684 0009 458 1460~ 14 396

Model 3 1794 (08l6 483 0028 a014 1 215~29 769
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X R AL SAP# ACSH

i P i PfE i PfA
TC Q375 Q114 -Q029 Q891 -0 135 Q 486
TG Q186 0445 Q109 Q605 - Q 046 Q 813
LDL Q174 Q447 Q067 Q443 -0Q 261 Q 171
HDL Q128 Q601 -Q 161 Q443 - 0Q 030 Q 876
Lp( a) 0397 Q092 -0Q113 059 Q087 Q 666
=K Q213 Q35 Q161 0453 Q078 Q 693
hsCRP - Q215 Q363 -0020 0935 Q325 Q085
Myt Q108 Q701 Q228 Q363 Q353 Q090
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