EfFRBEFLF 204456 A% 35454 118 Int ] Lab Med,June 2014,Vol. 35,No. 11 « 1431 -

R BT -
Bibm PCIREEHFESRE IL- 18 IL- 10 FEREEEAME I KFEHNHAR

MAR I TG E AR
(AL EFEWBER/EMTPSER. L s AF;2. %38, % 9b £ 1 441021

 E:BM WERCRHRZEEBRIDKMNGE T (PCDREFB®RE EF0F G miei % (0)-18.1L-10 #= L i 2 B & & B
I(MMP-D AT KT XA MEAFEREZCHPCIRERRFPHMERN., AE AVHEPCIREEF RERARTREBRTHLEL
BRNFHRESHIRAFTRE (SR A (n=68) Frdf F 3 F (F ISR)E (n=173),109 4] 5 42 2 k% HHTh B0 5B 09 ABEAE A
st A8, MR A 4E o E 1L-18.1L-10 = MMP-9 3k &, 53R ISR 8 f=3F ISR 40 7% 11-18 v MMP-9 sk E 9 2 & T B4, f
7 1L-10 3R JE M B 24K T 23 B8 205 55 3F ISR 2848 )b, ISR 41 e i 11-18 F# MMP-9 K-FBA 238 &,/ 1L-10 3k FE N A 251K, £ 753
% FENL(P<0.05), &g IL-18.IL-10 s MMP9 5 A EH £, XA BA B TRAZBSHPCIRERRLEN ELH 0B
Fz—,

KBR:G@mIANF-18; A@BEAE-10; AR ETOH9; LRI AERK; ZENBFRFE

DOI:10. 3969/]. issn. 1673-4130. 2014, 11. 023 X EEARIRAD A XEHS:1673-4130(2014)11-1431-02

Study of interleukin-18,interleukin-10 and matrix metalloproteinase-9 levels in restenosis after percutaneous coronary intervention
Liu Yongsheng' , Jiang Hua® ,Liu Wenwei'> ,Li Ting' , Zhou Dengming'
(1. Department of Cardiology ;2. Clinical Laboratory , Hospital Af filiated to Hubei University of
Arts and Science/Xiangyang Central Hospital . Xiangyang, Hubei 441021 ,China)

Abstract: Objective To investigate the levels of 11.-18,11.-10 and MMP-9 in coronary heart disease (CAD) patients with in-
stent restenosis(ISR) after percutaneous coronary intervention (PCI) treatment, so as to discuss the influence of inflammatory fac-
tors to ISR after PCI. Methods CAD patients with ISR after PCI were angiographically re-evaluated and formed the ISR group(n=
68) and the non-ISR group(n=173) based on the presence or absence of ISR. 109 subjects without angiographic evidence of CAD
formed a reference control group(control group). The plasma IL.-18,1L.-10 and MMP-9 concentrations of subjects were measured.
Results The concentrations of serum IL.-18 and MMP-9 in ISR group and non-ISR group were significantly higher than control
group, while 1L-10 level was the opposite. Contrasted with non-ISR group, the concentrations of serum IL.-18 and MMP-9 in ISR
group were significantly higher, but 11.-10 level was the opposite too. There were significantly statistical differences( P<C0. 05)Con-
clusion There is significant correlation between ISR and serum levels of 1L-18,1L.-10 and MMP-9. The inflammation may have im-
portant impact on the process of ISR.
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