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Effects of 5-Aza-CdR on proliferation and apoptosis of human bladder cancer T, cells and
expression of promoter methylation status of suppressor genes Apaf-1 and APC”
Wang Wenwei' , Pan Jun® ,Chen Lingwu® . Lin Huanyi' ,Zeng Lingyou'
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Guangzhou,Guangdong 510120, China; 3. Department of Urology . First Af filiated Hospital s Sun Yat-Sen University ,
Guangzhou,Guangdong 510080 ,China)

Abstract: Objective To explore the effects of 5-Aza-2'-deoxycytidine(5-Aza-CdR) on the growth of T,, human bladder cancer
cells and the expression of the promoter methylation status of the suppressor genes Apaf-1 and APC. Methods The methylation
status of the promoter of Apaf-1 and APC gene in T, cells were detected by the methylation-specific PCR(MSP). Cultured T5, cells
were treated with 5-Aza-CdR. MTT was used to detect the proliferation of T, cells. Cell cycles and apoptosis changes were exam-
ined by means of flow cytometry(FCM). Results The Apaf-1 and APC gene were semi-methylated or hypermethylated in T, cells.
5-Aza-CdR significantly inhibited the proliferation of bladder cancer cell in a time-and dose-dependent manner. Cultured T,, cells
were treated with 0.50,1.00,2.50,5. 00 pmol/L 5-Aza-CdR respectively. The inhibition was 0.50% ,5. 40% ,20.40% and 23.00%
respectively, which showing statistically significant difference(P<C0. 05). The cells in G, phase and the proportion of apoptotic cells
were significantly increased at 72 h after treatment with 5-Aza-CdR, while the cells in S phase were reduced. The proportion of ap-
.00 pmol/L 5-Aza-CdR was(40. 35+3. 63) % ,and the control group was(8.17+1.52) % , with statisti-

cally significant difference(P<C0. 01). Conclusion 5-Aza-CdR may effectively induce the apoptosis of T, cell through inhibiting the

optotic cells treated with 5

methylation of Apaf-1 and APC gene.
Key words: urinary bladder neoplasms; DNA methylation;oncogenes;5-Aza-CdR
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