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Expression of aSNAP in rats with acute pancreatitis and its relationship with intestinal permeability
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[Abstract] Objective To investigate the expression of aSNAP in rats with acute pancreatitis and its
relationship with intestinal permeability. Methods Seventy-two Sprague Dawley rats were randomized into
groups of SO, MAP and SAP. MAP and SAP models of rats was induced by retrograde injection of sodium
taurocholate into the biliopancreatic duct in a pressure- and volume-controlled manner over 10 min. All
experimental animals were killed in 1d, 2d and 3 d for detecting pancreatic pathological condition, change of
intestinal villi pathology and intestinal permeability, as well as the expression of occludin and aSNAP in the
intestinal epithelial cells. Results Pancreatic pathology of SO group showed that pancreatic tissue was normal;
Intestinal villi morphology also was normal; intestinal pathology scores were 1 : 1 : 1; the level of serum TNF-a
and endotoxin in the SO rats have no increase; Intestinal permeability in SO group [1 d: (11.08+4.22)ug/20 ml; 2 d:
(8.31£1.74)ug/20 ml; 3 d: (16.50+8.83)lg/20 ml].Pancreatic pathology of MAP group showed that pancreatic
lobule arranged loosely edema a few of inflammatory cells infiltrate; intestinal pathology scores were 1.500+0.54;
1.88+0.35; 2.13+0.64; the level of serum TNF-a and endotoxin in the SO rats Moderately elevated; Intestinal
permeability in SO group[l1d, (75.39£34.40)ug/20 ml; 2 d, (123.50+5.09)ug/20 ml; 3 d, (66.11+9.48)ug/20 ml].
Pancreatic pathology in SAP group showed that pancreatic tissue necrosis, a large amount of inflammatory cells
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infiltrate; Intestinal villi marked edema, lodging, atrophy, intestinal epithelial cells necrosis and abscission in SAP

rats; serum TNF-o and endotoxin in the SAP rats markedly elevated; Intestinal permeability in SAP group
markedly elevated [1d: (379.34+25.38)ug/20 ml; 2 d: (586.52+57.35)ug/20 ml; 3 d: (489.76+£105.36)ug/20 ml].
Immunofluorescence and Western blot showed that compared with the SO, MAP groups, expression of occluding

and aSNAP in rat intestinal epithelial cells were markedly downregulated in SAP group. Conclusions In early

stage of acute pancreatitis, particularly SAP, often associated with increased permeability of the intestinal

epithelium, and serum levels of TNF-a and endotoxin levels are increased. aSNAP downregulation in intestinal
epithelial cells might reduce occludin expression and cause increased permeability of the intestinal barrier, induced

MODS and SIRS.
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