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Association of admission plasma IL-18, PTX3 concentrations
with coronary artery narrow degree in unstable angina pectoris

Abstract

HU Zhangle, WANG Xiaochen, XU Banglong, SHENG Jianlong, ZHANG Yanmei
(Department of Cardiology, 2nd Affiliated Hospital of Anhui Medical University, Hefei 230601, China)

Objective: To explore the association of admission plasma Interleukin-18 (IL-18), Pentraxin 3 (PTX3)
concentrations with coronary artery narrow degree in unstable angina pectoris. Methods: A total of 136 patients
with unstable angina pectoris were enrolled. All patients’ baseline characteristics were recorded and their blood
samples were concentrated to assay admission plasma IL-18, PTX3 levels. After coronary angiography, all patients
were given their gensini score and then assigned to three groups according gensini score tertiles: low gensini
score (LGS) group (gensini score <27) (46 patients); medium gensini score (MGS) group (gensini score 27-
38) (53 patients); high gensini score (HGS) group (gensini score >38) (37 patients). Clinical characteristics

and admission plasma IL-18, PTX3 concentrations attached to the three groups were analyzed and compared.
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Results: There were significant differences in clinical characteristics among the three groups. The HGS group

had higher percentage of patients with smoking, hypertension and diabetes mellitus than other groups. The

MGS group had higher percentage of patients with hyperlipidemia than the LGS group. Admission plasma IL-

18, PTX3 concentrations of the HGS group were apparently higher than those of the MGS and LGS group.

Those concentrations of the MGS group were also significantly higher than those of the LGS group. Conclusion:

Admission plasma IL-18, PTX3 levels in unstable angina patients may positively mirrored their coronary artery

narrow degree.
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Table 1 Comparison of clinical characteristics among the three groups

LGS (4614) MGS (53/4) HGS (374l) P
AR % 63.3+3.7 63.9+3.7 62.5 4.1 0.231
P, /(%) 29 (63.0%) 35 (66.0%) 27 (73.0%) 0.624
WA, 151/ (9) 19 (41.3%) 24 (45.3%) 26 (70.3%)* 0.019
LT, /(%) 31 (67.4%) 47 (88.7%)" 35 (94.6%) 0.002
WEIRIE, 1/(%) 16 (34.8%) 27 (50.9%) 31 (83.8%)" 0.000
R ILAE, /(%) 19 (41.3%) 28 (52.8%) 29 (78.4%)* 0.003

*. HLGSH#, P<0.05; A: 5MGS. LGSIL#, P<0.05; #: 5MGS. LGSHH, P<0.01

2 ZAEMEPIL-18, PTXIKE LR
Table 2 Plasma levels of IL-18. PTX3 in the three groups (p g-L™)

LGS (46 1] ) MGS (53 14l ) HGS (37 il ) E P
IL-18 4251 +7.114 5273 +£9.49 72.64 £ 11.82° 105.08 0.000
PTX3 442 +£150* 7.58 +1.81° 9.81 + 1.90° 101.63 0.000

A: 5MGS. HGSH#, P#J<0.05; *: 5HGS. LGSH#E, PHJ<0.05; #: 5MGS. LGSH%, P¥J<0.05

3 it it IFN-y"”), TNE-a!*,

NEF-«B 1285 54 722 4 441 1fi 45 - o

RAE TG T 2 R 8h Bk &r A 1E & R 4t
PR SAE AT 2 A 56 bR 3 Mok s B B Ak BE BRI 1k,
i 568 R 30 Jik 2 45 B8 B A 36 BR A 98 E 2 b ST i
BEH R 2, AF LI RE b 4k & 0 0 /N B R EE Il R S
s T S SO KO IR B A TR TR L Al 2 BR n
F, PEUGIK et ks ke A & AR

I 28 -18(1L-18) /& —F 3= 22 i B A% B I 240 i
RGEA WM. BB LR RAEG K 7, 7
JE YIRS i T A A Lo 187 i

JULZHH PR 00076 P B AR A A K S 30 L i R A
PT I R A s > . R £, IL-18 7] BR
IR AL e [ 3 B PR S AR 3h Dk £ AE s B Al ——
Gy REEH B, G IRF S UESE, 1L-185 2tk
TER BN kSR A AN R LR U B A G
KIE R RE H-3(PTX-3) 72— Fh 2Pk R AE I A
EE, TG 2Rl v Z KR, 2 5 iz B
. RAE . BhBkoBRERIL S Z R RN, SE
1E R H ANC Iz 1 25 FH (C-reactive protein, CRP)]F]
JEIEHREAZRBER AN, R, PTX35CRPHA



IRGRE DO B LK TL-18, PTX3 KPSk LR iR ER, & 563

FE R HORE 5 CRP B TN AE A 2 -6
B N AR TR, PTXE 3B I A P R A i
W A B e BRI SRS IR F . A R R
STA M S5CRPHIEL, PTX3HEMS B I3 2 v 1
AR PTX3AT A i LT WL 5 3505 19 Bk
P25 ) 1B Y ¥ 7= o O WA Y T A VR 2 |
JNEE RAE N 5 5 AT e 4 M A= K IR 7245 4 Il
HORIE T — HLLT4Eng iy F s 5 5 08 e 4N i 3k
HAUA T, I s ko RERE AL KA T . £l
PRAFFEAUESE , PTX3 5 5680k 2l ik ok A hifi Ak BB (1) A
FasE . AERREE SRR & A PO R iR P e &R
w1,

H i A7 76 fkops 48 7™ H R B S K IL-18 |
PTX3% FE 22 8] (4 3¢ Z (M1 L BF s 4l . Ji%s O
A Hr R E RLO O . AN Fa e L S Ak O
LA BE £ 2 2H 1) gensini PE 43 FIIL- 189 i 56 2 J5 1%
W T IL - 18 R e oS AR P R B OGS e . o
25 P L 3 3o SRR IF S T A A A T PTX3 A
ok 5 A 7 FR FE OJG SR AU A58 . P RO T R 4
WS A AT I AR

AR A B, NRR R O SR HRE A BE B Il K
IL-18 . PTX3/KNREMNE 1 S5 Wik Jok i A8 1 B 7% 7
BE; IL-18. PTX3/K Pk, sl A8 ™&E , A
WL T —HEERKR RN 2ES, B
AN B RE SR KO AR AL AR L OB PR L R I IE AR
H ) T R BOR AR s b R e o AR
2 ey IR AR L) B R TR e KO A . %A
A B T eI ok & PR HLE] . W L e
FE . BEPRIE . 5 R AR 45 30 koA A s Al R R 8
AT fE 3 2ok 1 ek ik ) B2 S BOAE I 5 R LA
Z R koA s e R R i B, HoRsh ki 1y
SAE VBT, A £ 1018, PTX3, T3
W Bz Rk 3l bk 2 15 B He AR

AMFRMEE L HA - WIEIRE XL AE
DN R ABERT I IL-18 . PTX3/K 4 B T i
PR 15 U 76 45 568 Jik s 5% 22 i %o JHL el ko A% B 7™ B R
JE T 1 AT T I ) 7 R A Ak P SR

ARG ARG 1) AR A i 3
ANy 2) RIS A B RIS 2 14 d, H SRk
B AN R A B B[] 3 F 2 3 B0 a2 1L-18 . PTX3
BE AR A, A AHE TR R 2 B, IFC
BRI 5 3) A RBSE A £ I AR 1 ™ =1 2 B
TTor Lt H s 4) RBEHUE— 25 M ABERT I 3K IL -
18, PTX3J& A MAr b . a7 A I 4 PH 3K 52 i b
ST ks A8 i R B . MO, AN R 4 i
AR — ARG . AIE

S % 3Tk

1. Angiolillo DJ, Biasucci LM, Liuzzo G, et al. Inflammation in acute
coronary syndromes: mechanisms and clinical implications[J]. Rev
Esp Cardiol, 2004, 57(5): 433-446.

2 PHRERZE LA, CHARL AR ) 20

22 ARE MO ZOm AAEST B w5 L JIURESE 2 W SRy 748
[J]. TR i A5 A4, 2007, 35(04): 295-304.
Chinese Society of Cardiology of Chinese Medical Association,
Editorial Board of Chinese Journal of Cardiology. Guideline for
diagnosis and treatment of patients with unstable angina and non-ST-
segment elevation myocardial infarction[ J]. Zhonghua Xin Xue Guan
Bing Za Zhi, 2007, 35(4): 295-304.

3. Naghavi M, Libby P, Falk E, et al. From vulnerable plaque to vulnerable
patient: a call for new definitions and risk assessment strategies: Part I.
Circulation, 2003, 108(14): 1664-1672.

4. Naghavi M, Libby P, Falk E, et al. From vulnerable plaque to vulnerable
patient: a call for new definitions and risk assessment strategies: Part II.
Circulation, 2003, 108(15): 1772-1778.

S. Libby P, Tabas I, Fredman G, et al. Inflammation and its resolution as
determinants of acute coronary syndromes. Circ Res, 2014, 114(12):
1867-1879.

6.  Dinarello CA, Novick D, Kim S, et al. Interleukin-18 and IL-18 binding
protein. Front Immunol, 2013, 4: 289.

7. Puren AJ, Fantuzzi G, Gu Y, et al. Interleukin-18 (IFNgamma-inducing
factor) induces IL-8 and IL-1beta via TNFalpha production from non-
CD14+ human blood mononuclear cells. J Clin Invest, 1998, 101(3):
711-721.

8. Hashimoto W, Osaki T, Okamura H, et al. Differential antitumor
effects of administration of recombinant IL-18 or recombinant IL-12
are mediated primarily by Fas-Fas ligand- and perforin-induced tumor
apoptosis, respectively. ] Immunol, 1999, 163(2): 583-589.

9.  Chandrasekar B, Mummidi S, Mahimainathan L, et al. Interleukin-
18-induced human coronary artery smooth muscle cell migration
is dependent on NF-kappaB- and AP-1-mediated matrix
metalloproteinase-9 expression and is inhibited by atorvastatin. J Biol
Chem, 2006, 281(22): 15099-15109.

10. Ji Q Zeng Q, Huang Y, et al. Elevated plasma IL-37, IL-18, and IL-
18BP concentrations in patients with acute coronary syndrome.
Mediators Inflamm, 2014, 2014: 165742.

11. Li Q Li Z, Zhang X, et al. Evaluated plasma interleukin-18/
interleukin-10 ratio is a risk factor for acute coronary syndromes in
patients with stable angina pectoris. Cardiol ], 2014, 21(1): 83-88.

12.  Hartford M, Wiklund O, Hultén LM, et al. Interleukin-18 as a predictor
of future events in patients with acute coronary syndromes. Arterioscler

Thromb Vasc Biol, 2010, 30(10): 2039-2046.



564

I R S Fi 4R, 2014, 34(5)  http://www.lcblnet

13.

14.

15.

16.

17.

18.

19.

Furtado MV, Rossini AP, Campani RB, et al. Interleukin-18: an
independent predictor of cardiovascular events in patients with acute
coronary syndrome after 6 months of follow-up. Coron Artery Dis,
2009, 20(5): 327-331.

Garlanda C, Maina V, Cotena A, et al. The soluble pattern recognition
receptor pentraxin-3 in innate immunity, inflammation and fertility. J
Reprod Immunol, 2009, 83(1-2): 128-133.

Kunes P, Holubcova Z, Kolackova M, et al. Pentraxin 3(PTX 3): an
endogenous modulator of the inflammatory response|[ J]. Mediators
Inflamm, 2012, 2012: 920517.

Bottazzi B, Vouret-Craviari V, Bastone A, et al. Multimer formation
and ligand recognition by the long pentraxin PTX3[J]. Similarities
and differences with the short pentraxins C-reactive protein and serum
amyloid P component[J]. ] Biol Chem, 1997, 272(52): 32817-32823.
Mantovani A, Garlanda C, Doni A, et al. Pentraxins in innate immunity:
from C-reactive protein to the long pentraxin PTX3[J]. J Clin
Immunol, 2008, 28(1): 1-13.

Rusnati M, Camozzi M, Moroni E, et al. Selective recognition of
fibroblast growth factor-2 by the long pentraxin PTX3 inhibits
angiogenesis[ J]. Blood, 2004, 104(1): 92-99.

Napoleone E, Di Santo A, Bastone A, et al. Long pentraxin PTX3
upregulates tissue factor expression in human endothelial cells: a

novel link between vascular inflammation and clotting activation[J].

ARSI A: WEIR, R, PR, B, kR
e 2 O 23R B I TL-18. PTX3 /K F 5 7k Jhk i 2% T2 JEE /)
FF [J]. IR SR8 3 2014, 34(5): 560-564. DOI:10.11714/
j.issn.2095-6959.2014.05.022

Cite this article as: HU Zhangle, WANG Xiaochen, XU Banglong,
SHENG Jianlong, ZHANG Yanmei. Association of admission plasma IL-
18, PTX3 concentrations with coronary artery narrow degree in unstable
angina pectoris[ J]. Journal of Clinical and Pathological Research, 2014,
34(5): 560-564. DOI:10.11714/j.issn.2095-6959.2014.05.022

20.

21.

22.

23.

24.

28S.

Arterioscler Thromb Vasc Biol, 2002, 22(5): 782-787.

Soeki T, Niki T, Kusunose K, et al. Elevated concentrations of pentraxin
3 are associated with coronary plaque vulnerability[ J]. J Cardiol, 2011,
58(2): 151-157.

Koga S, Ikeda S, Yoshida T, et al. Elevated levels of systemic pentraxin
3 are associated with thin-cap fibroatheroma in coronary culprit
lesions: assessment by optical coherence tomography and intravascular
ultrasound[ J]. JACC Cardiovasc Interv, 2013, 6(9): 945-954.

Iwata A, Miura S, Tanaka T, et al. Plasma pentraxin-3 levels are
associated with coronary plaque vulnerability and are decreased by
statin[ J]. Coron Artery Dis, 2012, 23(5): 315-321.

Eggers KM, Armstrong PW, Califf RM, et al. Clinical and prognostic
implications of circulating pentraxin 3 levels in non ST-elevation acute
coronary syndrome[ J]. Clin Biochem, 2013, 46(16-17): 1655-1659.
Latini R, Maggioni AP, Peri G, et al. Prognostic significance of the long
pentraxin PTX3 in acute myocardial infarction[ J]. Circulation, 2004,
110(16): 2349-2354.

EIR, PMAERE, AR, KRR 3 S B o A2
TR B A SPERFFE [ 7], IR IR 24, 2011, 39(02): 134-138.

WANG Qiang, SUN Jian-Hui, WANG Meng-Fei. Study on the
relationship between the plasma pentraxin3 and coronary artery
diseases, and the severity of coronary artery lesions[]J]. Modern

medical journal, 2011, 39(02): 134-138.



