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[Abstract] So far as we know,p53 gene,which is responsible for 50% human cancer,has the closest relationship with cancer.As atumor
suppressor gene,the mutations of p53 play avital rolein the generation of tumor.The mutational p53 protein has been found a high positive
expression rate in the tumor of urinary system,and has been shown great value in prognosis.In addition,the interactions between p53 and
other genes or their products are of significance according to recent researches.In this article,the basic mechanism has been summarized as
suppression of cancer addressed by p53 protein and the generation of cancer related with mutations of p53 gene,and the research progress
on p53 gene in bladder cancer as well as the applicable prospect of p53 related gene therapy in bladder cancer has also been discussed.
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