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Expression of Nuclear FactorK Band Its Relationship with VEGF p53 Proteins in Pancre-
atic Cancer
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General Surgery, The First Af filiated Hospital of Soochow University , Suzhou 215006, China

Abstract :Objective  To study the expresson of nuclear factor kappab gene (NFK B) and its relationship
with expresson of VEGF p53 proteins in pancreatic cancer (PC) . Methods The expresson of NFK B
K B-a was investigated by Western blot in PC samples,parocarcinoma tissues,chronic pancreatitis(CP)
samples and normal pancreatic(NP) samples. The activity of NFK B was detected through eletrophoretic
mobility shift assay(EMSA) in PC,CP and NP samples. Immunohistochemical analysis for V EGF ,p65,
p53. Results The postive expresson rate of NFK B protein determined by Western-Blotting analysisis
71% in PC tissues,20 % in parocarcinoma tissues,and 12.5% in CP,0/9 in NP, there was sgnificant
difference between the 4 groups( P <0.05). There was no relationship between NFK B gene expresson
and histological diffentiation ,clinical stages( P> 0.05) , but the lymph node metastasis was( P <0.05) ,
the expresson of NFK B gene correlated with VEGF p53 expresson. Conclusion NFKB may play an
important rolein pathgenessof PC. Upregulated NFK B and di<f unction of V EGF p53 may play a syner-
getic role in the process of carcinogenesis of PC.
Key words: Pancreatic cancer ; Nuclear factor kappab; Inhibitory; Factor kappab-a; Vascular endothelia
growth factor (V EGF) ; Protein p53
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