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Fig 2 RFLP analysis of codon 248 of p53 gene
M: Marker (PBR 322+ Hadll); 1,2,3,4, 6 Wild
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Fig 3 RFLP analysis of codon 249 of p53 gene
M: Marker (PBR 322 Hadll); 3 Wild type
6 Amplified band
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Tab1 Result of ras and p5S3 genes mutation of

transitional cell carcinoma of bladder

ras gene p53 gene
Histo type Cases
Haras—12 p53-248 ;53-249
Normal mucosa 10 0 0 0
Bladder transitional cell
carcinom a 50 16 9 0
50 , ras 50%
ras 1. 8 (P <0.05) p53—248
55. 6% , 17.% (P <
0. 05) ras p53 3% ras

pS3

9.6k (P <0.05), 2

2 50 (%)
Tab 2 Mortality of patients in transitional cell

carcinoma of bladder (% )

ras p53-248 Both ras and p53
M (16 N (34 M (9 N (41 M (4 N (46
cases)  cases) cases) cases) cases)  cases)
18. 8 59 11.1 9.8 0 10. 9
Reeurrence 5160 (2/34)  (109) (4/1)  (0/4)  (5/46)
50. 0 11. 8 55.6 17.5 75 19. 6
Death
(8/16) (4/34) (5/9) (7/41) (3/4)  (9/46)

M: Mutation; N: No mutation
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Detection of the point mutation of ras and p53 in bladder transitional cell

carcinoma and its clinical significance

Yu Dongmei, Liu Fengxuan, Liang Zhiyong, Chen Yisheng, Luo Yuanhui, Lu Rong (Department of Pathology,
Southw est Hospital, Third Military Medical University, Chongqing, 630038)

Abstract Mutation of ras and pS3in 50 cases of bladder transitional cell carcinoma ( BTCC) was detect—

ed, with PCR-RFLP o explore the role played by gene changes in the occurrence of BT CC. It was found that
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(1) No mutation was seen in the normal bladder mucosa while the point mutation at codon 12 of

Ha-ras gene was foundin 16 and that of p53 gene found in 9 cases of BTCG (2) The point mutation in codon

12 of Ha-ras gene increased with progression of the pathological grade ( P < 0. 05); (3) The mortality of the

patients with mutation of ras and p53 was higher than those without; (4) Four cases of BTCC exhibited mu—

tation of both ras and p53 genes.
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