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[ Abstract] Objective To investigate the effect of fluid resuscitation via rectum on rats with severe acute
pancreatitis (SAP) complicated by organ function injury. Methods Thirty male SD rats were divided into three
groups at random : a model group, an intravenous infusion group and a rectum infusion group (each group n=10) .
SAP model was induced by injection of 5% sterile sodium taurocholate into the pancreatic duct of rats. The right carotid
artery of each rat was catheterized to monitor hemodynamic continuously. The rats of model group received no fluid
resuscitation. The rats of intravenous infusion group and rectum infusion group were resuscitated with normal saline (NS)
4 ml*kg™'*h™ through veins and rectum respectively 30 minutes after SAP model induction. The mean arterial pressure
(MAP) changes of rats in each group were recorded in the recovery process 0 (immediate), 0.5, 1, 2, 4 and 8 hours
respectively after SAP model was induced. The rats were killed at the 8th hour after the model establishment, and the
pathological changes of pancreas, liver and lung tissues were observed under the light microscope, the pathological
scores of such tissues and the amount of ascites in rats were detected ; the serum concentrations of tumor necrosis
factor- a (TNF-a ) and interleukin—6 (IL-6) were determined simultaneously. Results The MAP appeared to
decline about 0.5 hours after SAP model was established in all three groups, the MAP (mm Hg, 1 mm Hg=0.133 kPa)
of the intravenous infusion group was obviously higher than that in the model group (110.0+7.4 vs. 97.0+7.8, P<
0.05) at 2 hours, the MAP of the rectum infusion group was distinctly higher than that of the model group (100.0+7.2
vs. 93.0+7.6, P<0.05), but lower than that of the intravenous infusion eroup (108.0+5.7, P< 0.05) at 4 hours.
There were distinct pathological changes of pancreas, liver and lung tissues in the model group about 8 hours
after resuscitation for other two groups whose pathological changes of the above organs at that time were obviously
ameliorated. As regards the pathological scores of pancreas, there was no significant difference among the three groups
(9.1£0.4,9.2+0.3,9.4+0.6, all P>0.05) . There were no statistical significant differences in the pathological score
of liver between the intravenous infusion group and the rectum infusion group (P>>0.05), but both significantly lower
than that of the model group (1.5+0.3,1.5+0.4 vs. 1.8 +0.4, both P<<0.05) . The pathological score of lung in the
rectum infusion group was obviously lower than that of the intravenous infusion group (2.1+£0.4 vs. 2.6+0.5, P<
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0.05) . However, the above score in each of the above two infusion groups had no significant difference compared with

that in the model group respectively (hoth P>0.05) . The amount of ascites (ml/kg) in the rectum infusion group was
significantly lower than that of the other two groups (2342 vs. 254+2,26+2, both P<0.05), and the levels of serum
TNF-a (ng/L) and IL-6 (ng/L) in the intravenous infusion group and the rectum infusion group were significantly

lower than those in the model group, especially prominent in the intravenous infusion group (TNF-« : 58.2+£6.8 vs.
81.6+6.4, IL-6 : 715.9+39.4 vs. 971.2+47.5, both P<0.05) . Conclusion Early resuscitation through rectum

can improve hemodynamics of rats with SAP, and simultaneously, it well protects their lung and liver functions.
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