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Detection of Promoter Methylated PTEN Gene in Urine Sediments in Patients with Bladder Cancer. Ma Jianbo,Liao Yufeng,Wei Renx-
tong, Jia Guangcheng. Department of Laboratory, Ningbo No. 2 Hospital, Zhejiang 315010 ,China

Abstract Objective To evaluate promoter methylation of PTEN ( Phosphates and Tension homolog deleted on chromosome Ten)
gene and its clinical significance. Methods 39 Patients which clinically final diagnosis by pathology for bladder transitional cell cancer
were included in this study. The methylation status of PTEN in cancer tissues and paired urine sediments was examined by MSP method.
Results The frequence of methylation of PTEN gene in cancer tissues and paired urine sediments was 53.8% (21/39), 48.7% (19/
39), respectively. There was a statistically significant relationship between them (r=0.381,P =0.017). The frequence of methylation of
PTEN gene in urine sediments with bladder cancers was significantly higher than that in noncancerous urinary lesion patients(y* =15.37,
P =0.000). No hypermetylation of PTEN was observed in normal health individuals. No association between methylation status and grad-
ing or staging was demonstrated(P >0.05). The sensitivity and specificity of aberrant methylation of PTEN gene in urine sediments for
detecting bladder cancer was 48.7% (19/39)and 91.5% (54/59). Conclusion Hypermethylation of PTEN in urine sediment DNA is a
potential biomarker for detecting bladder cancer.
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