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Experimental study on the influence of spleen on the release of inflammatory mediator in rats

with acute pancreatitis

LU Zheng',ZHU Yan Liang’, HE Chang Lin', LIU Mu-Lin', LIU Jin-Xin'

(1. Department of General Surgery, Affiliated Hospital of Bengbu Medical College, Bengbu 233004; 2. Tongji Medical College of
Huaz hong University of Science and Technology, Wuhan 430030, China)

[ Abstract] Objective: To investigate the influence of spleen on the production and release of inflanmatory mediator in acute
pancreatitis. Methods: Acute necrotizing pancreatitis( ANP) was induced in SD rats by injecting 3% sodium taurocholate and trypsin
into the biliopancreatic duct. All rats were divided into four groups randomly: sham operation group, splenectomy group, acute pareatitis
with splenectomy group, and acute pancreatitis group. The serum levels of TNF-a, 11-18, 1I-6 and 11-10 in each group were
examined. The terminal ileum was excised to observe the injury of intestinal mucosal barrier by optical microscope and electronic
microscope. Results: The serum levels of TNF-a, IL-13 and 11-10 in the acute pareatitis with splenectomy group were significantly
lower than those in the acute pancreatitis group( P<Z 0.01) . Histological examination revealed mild edema of mucosal epithelium and
normally appearing intact mucosal barrier in the acute pareatitis with splenectomy group, whereas acute pancreatitis group revealed
severe injures including apparent edema, necrosis of the intestinal villi, degeneration of epithelial cell and infiltration of neutrophils.
Conclusions: Spleen may promote the production and release of inflammatory mediators in acute inflammatory response, and aggravate
the inflammatory response. Splenectomy can reduce the production and release of inflammatory mediators, thus decrease the damage of
intestinal mucosal barner.
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Influence of emodin on pancreatitic acinar cell apoptosis in rats with acute pancreatitis
LIU Mu-lin, LIU Rui-lin, JIANG Cong-qiao, MA Liang-long, FANG Xian-ye
( Department of Gastrointestinal Surgery, Affiliated Hospital of Bengbu Medical College, Bengbu 233004, China)

[ Abstract] Objective; To investigate the effect of emodin on apoptosis of pancreatic acinar cells in rats with acute pancreatitis.
Methods; Thirty SD rats were randomly divided into control group, acute necrotizing pancreatitis( ANP) gwoup, and emodin group. 5%
sodium dexy cholate was injected into the intrapancreatobiliary duct to establish acute pancreatitis models and emodin was injected
intraperntonealy to induce pancreatic acinar cell apoptosis. The changes of serum amylase, interlukin-6 and apoptosis index were
observed. Results: The level of serum amylase and interlukin-6 was lower in the emodin group than that in the ANP(P<< 0. 01).
A poptosis index was higher in the emodin group than that in the ANP ( P<< 0.01) . Conclusions;: Emodin can induce pancreatic acinar
cell apoptosis, decrease the level of amylase and interlukin-6, and relieve the hemorrhage and necrosis of pancreas.
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