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Abstract: Objective To investigate the effect of tumor necrosis factor-a (TNF-a) induction on the molec-
ular expression of nuclear factor-kB (NF-kB) pathway and cell proliferation level in bladder cancer cell lines so
as to provide reference for clinic and improve the treatment level of bladder cancer. Methods Bladder cancer
cell lines T24 and 5637 were selected as the research objects and divided into the control group and TNF-a
treatment group according to the treatment conditions. The control group was not treated with TNF-a,and the
TNF-a group was treated with TNF-a. The effects of TNF-a treatment on the expression levels of RelA and
RelB in different bladder cancer cell lines and the cell proliferation activities were compared between the two
groups. Results After TNF-a treatment in T24 cell lines, the levels of RelA and RelB gene expression in the
TNF-« treatment group were higher than those in the control group (P <C0. 05). After TNF-a treatment in
5637 cell lines,the RelA gene level after 3 h of treatment was significantly increased (P<C0. 05) ,but the RelB
gene level had no statistically significant difference compared with that in the control group (P>>0. 05). There
was no statistically significant difference in the survival rate of T24 and 5367 cell lines between the control
group and TNF-a treatment group (P>>0. 05). Conclusion TNF-a can induce the expression of the RelA and
RelB genes in the NF-«kB signaling pathway of bladder cancer cells,although which has a certain influence on
the cellular proliferation activity,but which is unobvious.
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