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Preliminary study of enterogenous bacteria-endotoxin translocation after in-

testinal ischemia-reperfusion injury in rats
7ZHEN Jiang, ZHENG Rui-dan, TU Wei-feng, CHEN Jun, XIAO Guang-xia (Institute of Burn Research, Southwest Hospital Third
Military M edical Univesity, Chongging 400038, China)

Abstract: Objective To study the effects of intestinal ischemia-reperfusion injury on enterogenous
bacteria and entotoxin translocation in rats. Methods Rat model of intestinal ischemis-reperfusion injury
was estalished with the clamping of the superior mesenteric artery for 60 minutes and then the clanping
was relieved. The plasma level of endotoxin and TNFa was determined with limulus amebogyte lysate test
and redioimmunoassay respectively. Bacteria in the lumen of the ileum and cecum and in the mesenteric
lymph nodes, lungs, liver and kidneys were cultured with different media. Results  After ischemia-
reperfusion injuty, the plasma endotoxin level was significantly elevated in the caval and portal veins ( P
<Z0.01) and it was higher in the portal vein than in the caval veins ( P <C0.01). The plasma TNFa
level reached the peak 72 hours after reperfusion and was significantly higher than the preischemic level
(P<<0.01). The clture of the homogenate of all the groups of mesenteric lymph nodes, the lungs, liver
and kidneys was positive for bacteria which similar to the distribution of the dominant bacteria in the lu-
men of the ileum and cecum. Conclusion Intestinal ischemia-reperfusion can induce bacteria-endotoxin
trandocation from the ileum and cecum.
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Tab 1 Bacteria culture positive rates in rats intestines after ischemia- reperfusion injury( %)
PT'1 30 min POR 3 h POR 6 h POR 24 h POR 48 h FOR72h
MLN1 0/6¢0. 0%4) 3/5(60.0%)* 4l6(66.7%)* 4l6(66. 7%)* 416(66.7%)° 6/6(100. 0%)"
MLN2 0/6€0. 0% 4/5(80.0%)" 6/6(100. 024)" 506(83.3%)" 416(66.7%)° 6/6(100. 0%)"
MLN3 0.6(0.0%) 3/5(60.0%)* 3/6(50. 0%)* 4l6(66. 7%)* 416(66.7%)° 6/6(100. 0%)"
Lung 0/6€0. 0% 3/5(60.0%)* 306(50. 0%)* 4l6(66. 7%)* 506(83.3%)" 6/6(100. 0%)"
Liver 0/6¢0. 0%) 1/5(20.0%) 206(33.3%) 4l6(66. 7% )= 416(66.7% )0 6/6(100. 0% )"
Kidney 0/6¢0. 0% 1/5(20. 0%) 1/6(16.7%) 2/6(33.3%) 416(66.7%)° 6/6(100. 024)"

a: P<0.05 b: P<T0.01 vs PTT 30 min, PTI: before ischemia; POR: after reperfusion; MIN: mesenteric lymph node

2.5 REIL.EH. BHIEAEERME G A v :
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Tab 2 Cavity flora of ileum and appendix and distribution of different tissue bacteria culture

LFI LFC MLN1 MLN2 MLN3 Lung Liver Kidney

(n=30) (n=25 (n=139) (n=139) (n=39) (n=30 (n=130) (n=30)

Escherichia Coli 19 18 17 23 15 15 18 15
Other' s Enterobacter 4 4 4 3 1 3 0 0
Cory ne bacterium 1 1 0 0 0 0 0 0
Staphylococus 13 13 3 4 4 4 4 2
B. Melaminoge nicus 15 15 0 0 0 0 0 0
Veillonella 4 8 0 0 0 0 0 0
Other' s Aanaerobic 4 4 0 0 0 0 0 0
Baci llus 0 1 0 0 0 0 0 0
Proteus 0 0 0 0 0 0 0 0
Yeast 13 14 0 0 0 0 0 0
Hamolyti c Streptococci 0 0 1 1 1 0 0 1
P. A eruginosa 0 1 0 0 0 0 0 0

LFI: Flora in ileum; LFC: Flom in appendix; MIN1, MIN2 and MIN3 means Ist, 2nd and 31d group mesenteric lymph node
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