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Study on osa-miR168a-5p Targeted Regulation of Human ADD1 and E2F2 Gene Expression
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Abstract: Objective To explore the effect of plant osa-miR168a-5p on targeted regulation of human-related gene expression.Methods TargetScan
was used to predict osa-miR168a-5p target genes, and related target genes were screened for subsequent verification. The target gene mRNA 3'-UTR
luciferin reporter gene and corresponding mutants were constructed, and the dual luciferase reporter gene activity analysis system was used to verify
the relationship between osa-miR168a-5p and the target gene.Results The results of osa-miR168a-5p target genes predicted by Targetscan showed
that both ADD1 and E2F2mRNA 3'-UTR regions had osa-miR168a-5p binding sites. The results of the dual luciferase reporter gene experiment

showed that the endogenous increase of osa-miR168a-5p mimics using osa-miR168a-5p can inhibit the expression of ADD1 and E2F2 reporter
genes.After mutating the binding site of ADD1 and E2F2 mRNA 3'UTR region to osa-miR-168a-5p, the effect of the endogenous increase of osa-
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miR-168a-5p on reporter gene expression disappeared.Conclusion osa-miR168a-5p can directly regulate the expression of human ADD1 and E2F2
genes. Therefore, the entry of osa-miR168a in food into the human body is likely to directly target the human ADD1 and E2F2 genes to exert the
corresponding biological effects.
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