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Abstract: Objective To construct a reporter gene system for the identification of microRNA target genes and verify its func-
tion,and lays a good foundation for studying the mechanisms of the occurrence and development of atherosclerosis. Methods Put-
ting the DNA methyltransferase 3B(DNMT3B) 3’ untranslation region into the cloning site downstream of the luciferase gene of the
pGL3-Control vector,and the correctness was validated by restriction enzyme digestion and sequencing. The bioinformatics was used
to analysis the relationship between DNMT3B and miRNA-125b and the miRNA-125b overexpression vector were co-transfected
with the constructed vectors into the human vascular smooth muscle cells,and the luciferase activity was detected by dual luciferase
reporter assay system. Results The DNMT3B 3'untranslation region reporter vector was built successfully,and the correctness was
verified by the restriction enzyme digestion and sequencing; after co-transfected 24 h, compared with the empty vector control
group, the luciferase activity of the constructed vector group decreased significantly by 54. 8% (P<C0. 01). Conclusion The DN-
MT3B 3'untranslation region reporter vector built successfully, which suggest that miRNA-125b may target-regulate DNMT3B.
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