BERERXEEIR 2011 555 36 5 12 8 ( Journal of Chongging Medical University 2011.Vol.36 No.12 ) — 1427 —

DOI:10.3969/}.issn.0253-3626.2011.12.006

ST BT & 18 455 R PN R PG Jn PR R Y
00 B I L

REE.E &Lk & R,F K, R3H
(ERERREMBE B OMENEL, EK  400010)

(# E]8&.WEANEK 18 56 EH (Interleukin 18 binding protein, I1L.-18BP) 3 AR Tk & 5 8% & 30 Ak ER B4 /5 Bh Bk Bt
HFE R, IR BB, 7 ik o 48 REEMERTE 22 KA GBEVL D 4 41 % R RA KR RRIF A MBI RIssT
4, FIRKE 3 FEITRRBEMR AR RGN B &SR R A I AR S ZI454F 5.10 ng IL-18BP JuE B4 &Rk
TS, R SR 5 T H AR A BEOK B IR S, RESEERKE, 2 ERESGE 2 A 4 RERL5E, Bkt
F 43 QERERHE 2 RERMALE, BEERSIK, 1T HE 3o, MR RIPmEA L R B E N, R A AL F e a R
4% H-F kB(Nuclear factor kappa B, NF-«B)7EMLE P IEH §)FKiX , Western blot K] NF-xB BHME EFRERIK, £ R HEH
Shk & BB A BT ROk AT L K B R 4 M AR, A B B A SRR AL BESR T A ; SHEEES A LY, W6 T I AR
1 ELAH B, NIRRT A B IR IHRTE AR P<0.05) ; S fE 41 1L 1 Western blot Z5 R B /RIAITH NF-«B [AMEZRIARNH BT
HERILE (P<0.01), #53&.1L-18BP B B 9ok i B P Aot BE 3 A | FLAVL 301 A R S5 L3 i B PR AR NF—wB 83k, AT IR A AE I
R R

[ X817 AN E 18 EEEA REH M WENE; BERET

[ FEEBHEEFHE |R5414 [ XEERERG A [ ¥R EHA ]2011-07-04

Effect of interleukin18 binding protein on neointimal proliferation after

balloon injury and its possible mechanism
GUO Bei—bei ,HUANG Jing,ZHU Que ,YANG Gang,LI Bo,DENG Chang-ming
(Department of Cardiology ,the Second Affiliated Hospital ,Chongging Medical University)

[ Abstract |Objective; To investigate the effect and mechanism of interleukin 18 binding protein (IL-18BP) on neointimal prolifera—~
tion of rabbit common iliac artery after balloon injury. Methods: New Zealand white male rabbits (n=48)were randomly divided into
four groups;the control group,model group,low—dose treatment group and high—dose treatment group. All the rabbits were fed with
hypercholesterol diet for 3 weeks,then IL-18BP was given to the rabbits in low—dose treatment group(5 pg) and high—dose treatment
group(10 pg) by intravenous bolus injection during surgery,while the other two groups were treated with saline at the same volume.
The rabbits were killed at 2 weeks and 4 weeks after balloon—injury. A total of 43 rabbits were used for this study. The common iliac
artery was assayed by hematoxylin and eosin(HE) staining to investigate artery morphology and the thickness of arterial intima and
media;the location and quantity of nuclear factor kappa B(NF—«B) were detected by immunohistochemistry and Western blot. Results:
Compared with the control group,foam cells and intimal thickness in the model group were significantly increased;and those in low—
dose treatment group and high—dose treatment group were decreased compared with the model group(P<0.05) ;compared with model
group, the expression of NF-kB in low—dose and high—-dose group was reduced significantly (P<0.01). Conclusion: IL-18BP can sig—
nificantly decrease arterial neointimal hyperplasia after balloon—injury and the mechanism may be related to its inhibition of the ex—
pression of NF-«B.
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