ERES 2014 F 2 A% 43 5% 58 575

W - BRI
BRAREGEXRMFNERER AR EE=AHEIESENTR

FoEm L BEA S ORLE TR DR Y
(L7 MERMBRER A2]1 Efctelmhdtt, ;M 510310;2. 7 EFR R FABEF IR
S EFHME TN 510515;3. A EA KR FdHF ERS WA, 7 M 510515)

B E.BM FRAAKEELECHFLRNTHERREAM DR L REHE TS ELELWILEZ W EE S 45 LPS
MW Hran., Hix PHEEME R Raw264. 7 mAgn L DX HA 2 Raw264. 7 a2 NTS4E A 4 d &, Toll # % 4k 4(TLR4)
B ARG 5 45 (LPS) A1 #t 24 h, 7% X 0 J R 0l 40 16 & @ 4% & CD80,CD86  FasL 4 4 F & ik ; ELISA # il 3 # ik 42 X 55 B F IL-
6 TNF-a; 4% 5% % b £ B A &40 NF«B, F#H Z-vy £#7 (GAS) . FHh FZH MR E AH(ISRE) £ 54 F 54 FFHEF 3
(STAT) e K9 B FAR KA 5 @y AL, HFR A4S LA E MLt LPS A F 49 Raw264. 7 i &k & CD8O o F . #p 4l 1
%A FasL, A& 11L-6 ik, %) 28 i A NF-«B 1@ 3% 4 7L (P<<0. 05), @23t DX FA 4 2 #9 Raw264. 7,484k & 212 3t Raw264. 7
4 fou & ik CD8O0.FasL 4 -F % hm TNF-a ik, ¥ %) B A X 2 4% 5 il 9% NF-«B.ISRE.STAT3 4% il % ¢ 7% 4 (P<{0.05), £t
NTS 47 4) Raw264. 7 fm foxt TLR4 #3507 LPS &4 0% 5 %,

KEWR B EAN B EBE RAREE IR ERER DI

doi:10. 3969/j. issn. 1671-8348. 2014. 05. 024 X#kFRiIRES : A XERS:1671-8348(2014)05-0575-03

Suppressive effect of nickel-titanium stent on macrophage cells reactivity to lipopolysaccha-ride(LPS) from gram-negative bacterium”
Luo Haibo' ,Lv Aizhen® ,Lu Xiao®* ,Fu Ning® ,Wu Sha® , Zheng Hua*"
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China;2. Department of Immunology »Basic Medical College of South Medical University ,Guangzhou,Guangdong 510515,
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Abstract: Objective To study the effect of nickel-titanium stent(NTS) and consequent anti-allergy dexamethasone therapy on
macrophage cells reactivity to lipopolysaccharide (LPS) from gram-negative bacterium. Methods The macrophage cell line Raw
264. 7 and dexamethasone-pretreated Raw264. 7 were co-cultured with NTS for 4 days,and stimulated with LPS for 24 hours. The
surface marker CD molecules of CD80,CD86 and Fasl. were detected with flowcytometr method, the supernant cytokine production
of proinflammatory cytokines IL-6 and TNF-a was valued with ELISA method,and intracellular inflammatory signal pathway acti-
vation of NF-kB, GAS, ISRE and STAT3 was checked with signal molecule specific promoter lunciferase analysis. Results The
stent pre-treatment improved LPS-mediated CD80 expression,suppressed Fasl. production,decreased 1L.-6 secretion and NF-xB ac-
tivation, the results have statistical significance(P<C0. 05). The dexamethasone treatment improved stent-mediated up-regulated ex-
pression of CD80,Fasl. and TNF-a,and suppressed the activation of intracellular inflammatory signal pathway of NF-¢B,ISRE and
STATS3, the results have statistical significance( P<C0. 05). Conclusion NTS inhibit macrophage cells Raw264. 7 react to TLR4 ag-
onist LPS,and dexamethasone treatment improved the function.
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