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Protective effect of lipopolysaccharide preconditioning on ischemia/reperfusion inju-

ry of rat graft liver

LI Yang, LIU Zuo-jin, GONG Jian-ping ( Department of General Surgery, The Affiliated Second Hospital, Chongqing University of
Medical Sciences, Chongging 400010, China)

Abstract; Objective To investigate the protective effect and the possible mechanism of lipopolysaccha-
ride (LPS) preconditioning on ischemia/reperfusion injury of rat graft liver. Methods Male Sprague-Dawley
rats were divided into three groups (n =30 in each group): sham operation group (Sham group) , orthotopic
liver transplantation group ( OLT group) and LPS preconditioning group ( LPS group). Only dissecting hepa-
toduodenal ligament was perfomed in Sham group. On day one, 0.1 mg/kg LPS and on day 2, 3, 4,5, 0.5
mg/kg LPS for LPS rats and 0.5 ml PBS pathogen-free solution for OLT rats was injected through caudal vein
before OLT was performed by two-cuff method in the two group rats on day 8. The levels of tumor necrosis fac-
tor-a (TNF-a), ALT, AST in inferior caval vein blood and the activities of NF-kB in hepatic tissue were de-
tected at 0, 60, 180 min after dissecting hepatoduodenal ligament in Sham group and after portal vein reperfu-
sion in OLT group and LPS group. The morphological changes of hepatic tissue were observed through light mi-
croscope and electron microscope at different time points. Results As compared with Sham group at the differ-
ent time points respectively, the activities of NF-kB and the levels of TNF-a were higher in OLT group and LPS
group (P <0.01). These indexes were evidently higher in OLT group than in LPS group (P <0.01) at 60 min
and 180 min after reperfusion. Furthermore, the levels of ALT and AST in OLT group were significantly higher
than in LPS group (P <0.01) at 60 min and 180 min after reperfusion. Similarly, the histologic damage in the
hepatic tissue in OLT group was more serious than in LPS group. Conclusion The activities of NF-kB in en-
dotoxin signaling pathways were enhanced and the numerous inflammatory mediators were released to damage the
graft liver. LPS preconditioning could decrease the activities of NF-kB and the release of inflammatory mediators
to protect the graft liver against ischemia/reperfusion injury.
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