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Abstract:

Aim: To determine P53 gene mutation in
pancreatic carcinoma during seven years.
Methods: During six months by using pathology
fles of two referral hospital center, 37 specimens
of pancreatic carcinoma were chosen for gene
mutation  study, by “Avidin-biotin-peroxidase
complex” method.

Results: 37 cases (26 males, 11 females) with
mean age 60.4+10.4 were included in the study.
Cigarette smoking, family history of cancer and
diabetes mellitus were present in 48%, 18.9% and
13.5% respectively.

P53 gene mutations were present in 25 cases
(67.6%) without any relationship with age, sex and
mentioned risk factors.

Conclusion: P53 gene mutation is present in most
of the pancreatic carcinoma and it seems to be not
related to other known risk factors for induction of
pancreatic carcinoma.

Key words: Mutation, P53 gene, Pancreatic
carcinoma
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