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Gene mutation in the tumorigenic transformation process of immortalized

human bronchial epithelial cellsinduced by thiotepa

ZHOU Zhe", YUAN Su-Bo, LIAO Ming-Yang

(Institute of Pharmacology and Toxicology, Academy of Military Medical Sciences, Beijing 100850,
China)

Abstract
AIM To understand the molecular mechanismsinvolved in progressive tumorigenesis. METHODS Reverse transcription
polymerase chain reaction was utilized to generate the total protein coding region cDNA of p15, p16, p53[ and K-ras gene
which were sequenced for mutation. RESULTS BEAS-2B, BEAS-TE and BEAS-TT cells were used to detect the mutation
of p53. The result disclosed codon 47 CCG—TCG transversion of all the five cell lines, which is responsible for the
immortalization of BEAS-2B cell. There was no other cumulative missense mutation detected at p53 geneinthe BEAS-TT
cell lines. Protein coding region of p15 and K-ras gene was al wild type for all the five cell lines. For BEAS-2B and BEAS-
TE cell, the cDNA of p16 gene was awild type, whileanon-  sense mutation in the condon 4(TCG—TAG) and
missense mutation in the codons 19,52(GAG—AAG, GCG—ACG) were demonstrated in the BEAS-TTb cell. For BEAS-
TTec, there was one missense mutation in codon 19(GAG—AAG). There was no detectable mRNA of p16 gene
expression inthe BEAS-TTa. CONCLUSION Mutation of p16 gene may be mechanistically related to thiotepainduced
malignant transformation.
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