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Abstract

AIM: To investigate the mutations of DNA
polymerase 3 (polf) gene promoter in esophageal
cancer tissue, the corresponding cancer-adjacent
tissue and distal normal mucosal tissue.

METHODS: We examined the promoter se-
quence of polp gene in tumor tissues, the cor-
responding cancer-adjacent tissues and normal
mucosal tissues from 25 patients with esopha-
geal cancer using polymerase chain reaction
(PCR) and DNA sequence analysis. DNASIS
and OMIGA softwares were used to analyze the
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DNA sequencing results.

RESULTS: The mutation of polf gene promoter
was found in 8 esophageal cancer tissues, 6 cor-
responding cancer-adjacent tissues and 5 normal
mucosa tissues, respectively. No significant
change was found among three groups. There
were 18, 9 and 8 mutation points in three groups
(35 mutation points in total), respectively. Of the
35 mutation points, 25 located the core region
of polp gene promoter. In all the specimens,
mutation forms of C—A at -37 nt, G—T at-65 nt,
and T—C at 29 nt were found 8, 7 and 2 times,
respectively. Also, the mutation form of C dele-
tion and insertion at -19 nt was found one time,
respectively.

CONCLUSION: The mutation of DNA polp gene
promoter may be related to the carcinogenesis
and development of esophageal cancer.
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