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Methylation Status in the Promoter Region of Secreted Frizzled Related Protein 5( SFRP5) Gene in Acute Myeloid Leukemia. Shi Xiao-
hong, Fan Yun, Zhou Changhu, Ning Shangyong, Sun Liang, Zhu Xiaoquan, Tang Lei, Chang Naibai,Yang Ze. Institute of Geriatrics ,
Ministry of Health ,Beijing Hospital, Beijing 100730, China

Abstract Objective To investigate the methylation status in the promoter region of secreted frizzled related protein 5 ( SFRP5)
gene in acute myeloid leukemia (AML). Methods MSP method was applied to examine the promoter methylation of SFRP5 gene in 99
bone marrow or peripheral blood samples of AML patients. As controls, 70 normal peripheral blood samples from volunteers of general out-
patients were examined. Results All 113 samples were involved in the results analysis. In 99 patients of AML, 10 samples(10.1% )
showed SFRPS gene methylation. In 70 controls, 1 sample(1.4% ) showed SFRP5 gene methylation. And all of them were semi — methyl-
ation status. The frequency of SFRP5 gene methylation in AML patients was significantly higher than that in controls (P <0.05). There
was no significant difference between the different age groups and gender for the results of the methylation status in AML(P >0.05). The
methylation status of SFRP5 gene was associated with the clinical classification of AML (P <0.05). Conclusion The methylation status
of SFRP5 gene was correlated with AML. The methylation of SFRP5 gene may be one of the molecular mechanisms of AML.
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Abstract Objective To develop a consistent method for the isolation of primary mouse hepatocytes with high — viability. Methods
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