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Abstract:To elucidate the involvement of abnormalities of exon2 of P16 gene located at chromosomal
region 9p21 in the development of upper disgective tract cancer,we analysed DNA from 47 patients
with sporadic esophageal tumors using PCR, nested—PCR, SSCP, PCR-direct DNA sequencing.We detected
allelic deletions in 2 samples(4.2%), missense mutations in 5 samples(10.6%).Furthermore these
mutations were the CGG—CTG transversion at the same site of the codon 125, leading to the change
from Arg—Leu, once transcribed.
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