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Abstract Objective;: To investigate the effect and mechanism of intravesical instillation of trichostatin A in

bladder cancer of rats. Method: Forty-two female Wistar rats were randomized into control group and trichostatin

A group. Orthotopic bladder tumors were established in rats by intravesical administration of N-mmethyl-noitro-

sourea. Rats of control and trichostatin A group received a total of seven times(every week) intravesical instillation

of physiologic saline and trichostatin A respectively from the tenth week. Rats were executed in the twelfth and

seventeenth week and their weights of bladder, pathologic characters,apoptotic indexes were surveyed. The expres-

sion of XIAP protein was detected by Western blot. Result: Compared with control group, the bladder tumors of

trichostatin A group were small and more single. The bladder weights of trichostatin A group were significantly

lower than those in control group(P<C0. 05), but the apoptotic indexes of control group were significantly lower
than those in trichostatin A group(P<C0. 01). It was showed by Western blot that the XIAP protein level dropped
after Intravesical instillation of trichostatin A. Conclusion; Intravesical instillation of trichostatin A can inhibit the

growth and progression of bladder tumour by inducing apoptosis in rats with bladder cancer, which might be relat-

ed to the expression of XIAP.
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