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The experimental study about genistein inhibition of rats bladder tumor
Li Jinglei , He Chaohong s Xu Changbao

(Department of Urinary Surgery ,the Second A f filiated Hospital of Zhengzhou University ,Zhengzhou, Henan 450014 ,China)

Abstract : Objective Investigate the effects about genistein in inhibition of N-methyl nitrosourea (MNU)-induced SD rats blad-
der tumor. Methods 60 SD rats were divided into 3 groups randomly.and all of the 3 groups were treated with MNU to induce uri-
nary bladder tumor. Experimental groupl and 2, respectively, by intraperitoneal injection of genistein of 0. 5,1. 0 mg/kg.every 2
days,the same way injection of saline control group. The statistical methods and pathology classification were used to analyze the
effect of genistein on MNU-induced SD rat bladder tumor inhibition. Results Compared with control group,in four aspects which
were eight loss value, tumour number,inhibition rate of tumor and pathology classification, the difference was statistically significant

(P<C0. 05). Experimental group 1 and experimental group 2 compared to rate of cancer, the difference was statistically significant

(P<C0.05). Conclusion Genistein inhibited rats bladder tumor,the greater the dose,the stronger the inhibition of tumor cancer.

Key words: Genistein; urinary bladder neoplasms; N-methyl-N-nitrosourea;inhibition rate of tumor
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