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The significance of VEGF expression in the severe acute pancreatitis”
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Abstract : Objective
effect of VEGF in SAP. Methods

and severe acute pancreatitis model group(SAP group;n=18). SAP was induced by retrograde injection of 5% sodium taurocholate

To investigate the expression of VEGF in severe acute pancreatitis (SAP), we preliminarily discuss the

Thirty-six female SD rats were randomly divided into sham-operated group(Sham group;n=18)

in the pancreaticobiliary duct. The serum,ascites and pancreatic tissue of each group were detected at 3h,6h,12h after the opera-
tion. The severity of pancreatitis was assessed according to histological scoring. The expression of VEGF in the pancreatic tissues
was observed by Western Blot, immunohistochemistry method. Results At each of the time points for measurement, both the serum
Amylase and the scores of pancreatic tissue injury were significantly higher in SAP group than them of sham group(P<C0. 01).

Compared with the sham group.the expressions of VEGF in the pancreatic tissues of SAP group were significantly up-regulated fol-

lowing the operation(P<C0. 01). Conclusion
involve in hemorrhage and necrosis in SAP.

Key words: severe acute pancreatitis; VEGF; rats
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The expression of VEGF may play an important role in the pathological change and
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JUE i e SR . SAP A sh Wy w A SIS A D, F OO AR
THEREE ARG AU EE Y 1 mL N G Ak &
RS 0 1 38 B 7L 3K JF 100 4b A BB RRAE  [R] B  S31)  Jik R4 2 o)
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