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Construction and determination of the activity of luciferase reporter vector of human DNMT1
gene promoter

HUANG Tao,CAO Yuxiang ,ZHANG Zhijian ,ZHOU Xinglu ,WEI Huijun ,WU Zhihao
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[Abstract 1Objective: To construct and determine the activity of luciferase reporter vector of human DNMT1 gene promoter. Methods: The target fragment
was amplified with PCR by using genomic DNA of human non-small cell lung cancer cell line A549 as template. The PCR products were digested by Kpn
T and Xho I double enzymes and ligated to luciferase reporter vector pGL3Basic, and then transformed into E coli to construct pGL35proDNMT1Huc report—
er vector that was verified by sequencing. The recombinant plasmid pGL3-proDNMTI1-uc reporter vector and plasmid pRL-CMV-uc were transferred to
H1299 cell and the DNMT1 promoter activity was determined by double luciferase reporter gene detection system. Results: The target fragment with length
of 1634bp was amplified, and the luciferase reporter gene vector of pGL3-proDNMT1Huc was successfully constructed. The promoter was verified active.

Conclusion: Successful cloning of pGL3-proDNMTI1Huc vector may lay a solid foundation for following research of its molecular mechanism and biological
implications.
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