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The Primary Report of p53 Gene Mutation in

Human Atherosclerosis
Zhou Airu,Zhao Xinrong,Song Liangwen, Wang Tailing,Li Daizong,Gu Jianren, Tang Jiun

(Institute of Cardiovascular Research ,Beijing Medical University,Beijing,100083)
DNA was extracted from aldehydride fixed human atherosclerotic plaques. By the method of PCR,P53

gene fragments were amplified. Cloning these fragments into SK vector and sequencing them,we found that

p53 gene T?? changed into C*"*. Immunohistochemistry showed that in plaques,the mutatant protein express-

ed. These results indicated that p53 gene mutation may be related with cell proliferation of atherosclerosis.
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a Codon270~275 TTT GAG GTG CGT GIT TGT

amino acid FiiB Glu Val Arg Val Cys

b Codon270~275 TTT GAG GCG

. amino acid

CGT GTIT 'IGT

Arg Val Cys

Phe Glu Ala

Figl a. nucleotides sequences(270~275)® of exon 8 of p* from normal subiect
b. nucleotides Sequences (270~275)of exon 8 of p** from atheroscterotic plaques

A Valine to alanine transversion occured in codon 272
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FigZ Nucleotide sequences of exon 8 of p* Figd Nuclear accumulation of mutant p*

from human atherosclerotic plaques protein in human atherosclerotic plaques (40

xX2.5)





