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Study of utilizing green fluorescent protein to analyze microRNAs targets”
Chen Ke , Liu Xiang*®
(Key Laboratory of Molecular Biology on Infectious Diseases , Ministry of Education ,
Chongqing Medical University ,Chongqing 400016 ,China)

Abstract ; Objective
(EGFP) as report gene. Methods
C1 to construct plasmid pEGFP-UTR. pEGFP-UTR and miR-122a were cotransfected into HEK293 cell line. At 48h after transfec-
tion, EGFP expression was detected by fluorecence microscope as well as Western blot. Meanwhile, the sensitivity of EGFP as re-
miR-122a could inhibit EGFP expression loading HCV UTR at its 3’

To investage the interaction between microRNA and its target using enhanced green fluorecence protein

MiR-122a target gene hepatitis C virus 5 untranslated region (UTR) was inserted into pEGFP-

port gene was evaluated by luciferase report gene. Results
untranslated region. And the sensitivity of EGFP was close to luciferase. Conclusion EGFP can be used as report gene to reflect

microRNAs and target interaction clearly and directly,and the feature of EGFP make it a good material for screening microRNAs

and its unkonwn target.

Key words: microRNA ; target; enhanced green fluorecence protein;report gene
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