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Sodium valproate enhances the cytotoxicity of immune cells to
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Abstract  Objective: To investigate the effect of sodium valproate (VPA) on the expression of MICA and PB-
MCs-mediated cytotoxicity in Ty, bladder cancer cells so as to provide a new method for treatment and prevention
of recurrent and infiltrating bladder cancer. Method: T., cancer cells were treated with VPA and the expression of
MICA at the mRNA and protein levels were analyzed by RT-PCR and flow cytometry. Cytotoxicity of PBMCs a-
gainst the T, cells was investigated with the lactate dehydrogenase release assay. Result: VPA increased MICA ex-

pression in Ty cells and sensitizes cancer cells to eytotoxicity of PBMCs. Conclusion: VPA sensitizes human bladder

cancer cells to cytotoxicity of immune cells.
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