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Abstract  Objective To find out whether there is a difference of p53 gene mutation between adolescent and senile
patients with lung cancer. Methods Forty-five patients with lung cancer were divided into two groups. One was adolescent
group with age less than 45 years old another was senile group with age older than 55 years old. pS3 gene mutation was de-
tected by polymerase chain reaction PCR -single strand conformation polymorphism SSCP -silver staining technique and
the mutated pS3 gene specimen was analysed by DNA-sequencing. Results p53 gene mutation rate was 50.0% 11/22 in
the adolescent group and 52.2% 12/23 in the senile group and there was no significant difference between the two groups.
For small cell lung cancer the mutation rate was 70.0% 7/10 and 75.0% 6/8 in the two groups respectively. For non-
small cell lung cancer that was 33.3% 4/12 and 40.0% 6/15 in the two groups respectively. Conclusion These re-
sults indicate that the pS3 gene mutation is a postnatal carcinogenetic factor of lung cancer.
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1.3 PCR pS3 5~

P1 5'-TTC CTC TTC CTG CAG TAC TC-3’
P2 5'-AGT TGC AAA CCA GAC CTC AG-3’
56 5
P3 5'-AGG TTG GCT CTG ACT GTA C-3’
P4 5'-CAA GTG GCT CCT GAC CTG-3'

7 127 bp
P5 5'-CCT ATC CTG AGT AGT AGT GGT-3'
P6 5'-GTC CTG CTT GCT TAC CTC-3’

408 bp

8 165 bp
50 pd PCR DNA 0.5 pg
20 pmol 1.5 units Taq DNA P1P2
94°C 45 58°C 45 72°C 1 30
pP3p4 94°C 45 56°C 45
72°C 30 35 P5P6
94°C 45 55C 45 72C 25 30
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Fig 1 The result of PCR 2% agarose electrophoresis
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Fig 2 The result of SSCP-silver staining 10% polyacrylamide gel electrophore-
sis
Lanes 7 8 and 9 had mutation.
2.2 DNA DNA 10
9 1
p53  DNA 1 3
1 p53 DNA
Tab 1 The results of sequence analysis about mutated gene p53

Exon Codon Mutation of base pair Mutation of aminoacid
5 141 TGC—TAC Cys---Trp
5 155 ACC—GCC Thr---al.a
5 158 CGC—CTC Arg---Leu
5 164 AAG— AAT Lys---Asn
5 179 CAT—CGT His---Arg
6 205 TAT—TGT Tyr---Cys
6 220 TAT— GAT Arg---Asp
7 147 AAC—ATC Asn---ile
8 266 GGA—GTA Gly---Val
7 236 AAC—AA 1 bp deletion”

* frame shift
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Fig 3 Sequence analysis of p53 gene
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