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Fig 2 T24 cells, after cAMP inducing for 28 days, increased in cytoplasm and decreased
in villi on the cellular surface (LMX 200)
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Differentiation of bladder cancer cells induced by cAMP
Jn Fengshuo, Fang Yuhua ( Department of Urology, Daping Hospital, Third Military Medical University, Chongging,
400042)

Abstract Objective: To explore the inductive effects of c AM P on differentiation of bladder cancer cells.
Methods: Wild type bladder cancer cell T24 was employed to serve as the control. The cells in the experi-
mental group was respectively cultured with 10 mol/L and 40/ mol /L of 8-Br—cAM P for 28 days. The pro-
liferative rate and tumorigenic rate in nude mice were determined, the expressive rate of p21 and p65 protein
measured with cytometry and the ultrastructural changes of all the cells observed with electron microscopy-
Results: In the control group, the expressive rate of p2l and p65 protein and the proliferative rate and tu-—
morgenic rate in nude mice of the cells were all 100% . In the experimental group, the proliferative rate of
the cells were decreased to 92. %% , 73. % and 57. Vo and 90. & , 64. o and 49. % in the 14th, 21th and
28th day after induction in 10¢ mol/L and 40t mol/L ¢ AM P— induced cells respectively- In the 28th day after
induction, the expressive rate of p21 was decreased to 63% and 58b , the expressive rate of p65 to 54 and
4% and the tumorigenic rate to nude mice to 60% and 4% in the cells induced by 10 mol/L and 40 mol/
L ¢cAMP respectively. Morphological observation showed that the malignant phenotype was inhibited. Con —
clusion: ¢AM P induces differentiation and inhibits the malignant phenotype of bladder cancer cells through
down-regulation of the expression of ras and myc genes, which is important for prevention and treatment of
tumor.
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