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DEVELOPMENT OF INVASIVE URINARY BLADDER CARCINOMAS

Shoji Fukusumma, Hideki WaniBucH1, Min WEr and Keiichirou MoRrIMURA
The First Department of Pathology, Osaka City University Medical School

In this paper, we report on invasive urinary bladder carcinomas as follows, (1) p53 mutations have
an important role in promotion and progression stages of carcinogenesis, (2) invasive bladder
carcinomas occur multi-centrically in the bladder, (3) an organic arsenic, dimethylarsinic acid exerts
carcinogenicity in the bladder of rats, (4) p53 mutations in carcinomas are caused by different
carcinogens, and (5) bladder urothelium of people living in 137 Cs-contaminated areas of Ukraine
showed chronic proliferative atypical cystitis (so-called Chernobyl cystitis).

(Hinyokika Kiyo 52 : 451-455, 2006)
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FLERE uc B
0 0 0 0
12.5 0 0 0
50 12 (39%) 2 (6%) 6 (19%)° 8 (26%)"
200 14 (45%) 2 (6%) 12 (39%)° 12 (39%)°

PN BIAL : 2R D 2 ISAEET B, |

UC : JREs ERE ¥z,

¢ p<0.05, ¢ p<0.001 (vs 0 ppm).
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DMA 200 ppm

P53 H-ras Cyclin D1 LOH MSI
BBN #fetk 5 50% (9/18) 11% (2/18) Tt 14% (3/22) 33% (4/12)
DMA #efses5 0% (0/20) 10% (2/20) tt - —
Uracil #f#eiz5 0% (0/14) 0% (0/14) tt - 12% (2/17)

BBN, DMA : BB ERREWE, Uracil: IEBIEHENZEWE.
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o} 3 — 33 9 (27) 0 0 0(0)

( ); %, CIS; bR, UC; RE LR, *; p<o0.05.
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