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Abstract

AIM: To evaluate the value of quantitative detec-
tion of a k-ras gene mutation at codon 12 in the
diagnosis of pancreatic diseases.

METHODS: k-ras codon 12 mutation was quan-
titatively detected by peptide nucleic acid-medi-
ated real-time PCR clamping in blood samples
from 143 patients with pancreatic cancer, 110 pa-
tients with chronic pancreatitis, and 28 disease-
free people. The results were analyzed using
SPSS 18.0.

RESULTS: The positive rates of k-ras codon 12
mutation in patients with pancreatic cancer,
those with chronic pancreatitis and normal dis-
ease-free people were 51.75%, 37.27% and 7.14%,
respectively. The percentages of k-ras gene mu-
tation in the above three groups of patients were
0.821% = 0.287%, 0.200% + 0.064% and 0.080%
£ 0.056%, respectively. k-ras codon 12 mutation
had no significant correlation with gender, age,

smoking, alcohol, TNM stage, and clinical stage
in patients with pancreatic cancer.

CONCLUSION: Quantitative detection of k-ras
codon 12 mutation can be used to distinguish
different pancreatic diseases.
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