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[ Abstract] : Objective To investigate the protection of emodin on intestinal mucosa injury produced by intestinal ischemia —
reperfusion (I/R) in rats. Methods Thirty six male SD rats were randomly divided into three groups: sham — operated controls
(Group A), ischemia — reperfusion group ( Group B) and emodin pretreated group ( Group C). The superior mesenteric artery (SMA)
was occluded for an hour then released for one hour to produce the intestinal I/R model in group B and group C. Group C was given
emodin (20 mg/kg) according to 1 ml/100 g (rats”weight) by oral administration before 2 hours of the operation. In the group A and
B, similar volume of 0. 5% sodium carboxy methyl cellulose solution was administrated respectively. Blood samples were collected from
femoral vein in each group before medicine administration and an hour after ischemia. After one hour of ischemia — reperfusion, blood
samples were got from inferior vena cava. The serum levels of intestinal fatty acid binding protein (IFABP) , tumor necrosis factor — o
(TNF - ) and endotoxin were measured in each group. Results After an hour of ischemia and another hour of I/R, the levels of IF-
ABP in group B and C were higher than that in group A, and there were no significant difference between group A and group C. The
levels of TNF — « in group B and C were higher than that in group A at the time of intestinal ischemia, while after /R, the concentra-
tion in group C decreased significantly compared with group B. After ischemia and I/R, the level of endotoxin in group B was obviously
higher than that in group A and C, and the level of group C was significantly lower than that in group B. Conclusion The levels of IF-
ABP, TNF — « and endotoxin in serum are increased after intestinal IR. Emodin can protect the intestinal structure and function against
IR injury.
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