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Abstract; Objective To investigate the relationship between loss of heterozygosity(LLOH) of allele loci on chromosomes 9 and
P53 in Chinese and development of transitional cell carcinoma(TCC) of urinary bladder. Methods 1LOH was studied in the tumor
tissues of 40 patients, with their normal tumor-adjacent bladder tissues as control,by means of PCR amplification of 5 polymorphic
microsatellite DNA loci D9S283,1D95303,D9S304 ,and D9S1751 on chromosome 9 and TP53. Following silver staining,8% denatu-
36(90%) TCCs showed LOH at one or more loci,and 26 TCCs

showed LOH at 2 loci. There was no significant difference between superfacial TCC and invasive TCC at these loci. Conclusion

ring polyacrilamide gel electrophoresis was performed. Results

LOH on chromosome 9 might be an early event of the genesis of TCC of bladder,and LOH on p53 might be related with progres-
sion of TCC. Racial difference may contribute to different LOH on chromosome 9 and p53 between Chinese people and others. The
combination of markers D9S283,1D9S303,D9S304,D9S1751 and TP53 enable us to detect 36 out 40 of bladder cancers(90%) ; This

panel might be chosen for microsatellite analysis in bladder cancer of Chinese.
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