— 884 — ERER K38 2000 £ 34 &8 71 (Journal of Chongging Medical University 2009. Vol.34 No.7 )

HRIBISE 30355 :0253-3626(2009)07-0884-05

N 2 5 i A B BT RS R Sl o P 1 W E NF— e B 16
fl ICAM—1/LFA—1 7 T35 125 m

F R R85 e XAT
(BRERCFEHRS BB EK  400010)

[# E]8 & 3FHE £ (Lipopolysaccharide , LPS ) Bl Ab B A BUFF 4% 44 5k i 7 % 1 (Ischemia/Reperfusion, /R Y545 R AR
BT - k B(Nu clear factor— k B, NF— « B) 75 $4 Fn 40 fa (e ks B 2>+ —1/3 B2 4 Bl o R A8 3¢ 5 JR (Intercellular adhension molecule—1/
Lymphocyte function associated antingen—1,ICAM—1/LFA-1)5} T-ZRHIBMA R L o 7 i 1M SD KR, S AR TFEARL (Sham 41) JR
PEFFREAELH (OLT 40 ) FEU FTASA# +LPS FHALFELA(LPS 26 )., Sham £H RUTHE 48 #0HF , OLT 4451 LPS Ak M &
HATAPEAHE . Sham 21 F4 B HF+ 4855045 0.60.180 min OLT £F1 LPS 41 THK il 4K B )& 0.60.180 min 53 FIME %
B AR S P4 2R NF-« B 751 JCAM=1/LFA-1 /> F 3k R0 ALT AST 7K ¥, £ % . FHEES 0.60.180 min, OLT 45 LPS 4
NF-« B & ICAM-1/LFA-1 /> FEIA S T Sham 4 (P<001); FEHEEJS 0 min,OLT A5 LPS 4y NF-«x B {EH# .
ICAM-1/LFA-1 4} F X fl ALT.AST K 2R R4 HFE X (P>005); B # i 60.180 min,OLT 41 NF-« B 1%,
ICAM-1/LFA-1 43 F335, ALT. AST K PRI & T LPS 4(P<0.01). %4 KB BHEEEEPANERESH T RBY NF-« B
TEPEER, LR ICAM-1/LFA-1 23 T35 B IS R & ; B8 W AL B R A 380K BUFSHE UR HhATHE NF-« B #&1E . TR
ICAM-1/LFA-1 5 F3K , %t K B A T it i B8 T 455 B AR PR A

[ 43R VIFRpAH ; Bl M FEME 450 ; HE 088 BB T — w B ZHMTEDRS BN T -1 R BT B AR S HUIE —1
[hEEHB S EESES ] R392.11;R392.12 [ SCHkARiRAG ] A [ 7% B #9 )2008-07-10

Effects of lipopolysaccharide preconditioning on the activities of nuclear factor
kappa-B and the expression of intercellular adhension molecule—1/lymphocyte

function associated antigen—1 in rats graft with liver ischemia/reperfusion injury
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[ Abstract] Objective: To study the effects and significances of lipopolysaccharide preconditioning on the activities of NF- & B and the
expression of [CAM-1/LFA-1 in rats graft liver ischemia/reperfusion injury. Methods: Male Sprague—-Dawley rats were divided into three
groups: sham operation group (Sham group ), orthotopic liver transplantation group (OLT group ) and LPS preconditioning group (LPS
group ). Only dissecting hepatoduodenal ligament was perfomed in Sham group. Experiments of OLT were performed by two—cuff method in
OLT group and LPS group. The activities of NF~ k B and the expression of ICAM-1/LFA-1 in hepatic tissue ,the levels of ALT,AST in
inferior caval vein blood were detected at 0,60, 180 min after dissecting of hepatoduodenal ligament in Sham group and after portal vein
reperfusion in OLT group and LPS group. Results: Compared with those in Sham group at the different time points respectively, the
activities of NF- k B and the expression of [CAM—1/LFA-1 were higher in OLT group and LPS group (P<0.01). Although the activities of
NF-k B, the expression of ICAM-1/LFA-1 and the levels of ALT and AST had no significant difference between OLT group and LPS
group (P>0.05) at O min after reperfusion, they were evidently higher in OLT group than in LPS group (P<0.01) at 60 min and 180 min
after reperfusion. Conclusion: The activities of NF-k B were enhanced and the expression of ICAM-1/LFA-1 was upgraded in
endotoxin signaling pathways during ischemia/reperfusion injury caused by liver transplantation in rat,resulting in rats graft liver
ischemia/reperfusion injury. Lipopolysaccharide preconditioning can protect the rats graft liver against ischemia/reperfusion injury by

significantly decreasing the activities of NF— k B and degrading the expression of ICAM~1/LFA~1.
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