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Abstract: Objective To verify the targeted regulation effect of miR-31 on LATS2 by dual luciferase re-
porter gene technology and to observe its possible influence during cardiomyocyte hypertrophy process. Meth-
ods The Targetscan software was used to predict the targeted regulation effect of rat miR-31 on LATS2. The
recombinant double luciferase reporter plasmid served as the tool vector and were inserted by the fragments of
wild-type 3 UTR (LATS2-3' UTR-WT) or mutant-type 3' UTR (LATS2-3' UTR-MU) of rat synthetic
LATS?2 gene for constructing the double luciferase vectors of LATS2-3'UTR-WT and LATS2-3'UTR-MU re-
spectively. The recombinant luciferase reporter plasmids and the plasmids overexpressing miR-31 were co-
transfected into 293 T cells,and the luciferase activity was detected and the targeted regulatory effect of miR-
31 on LATS2 was analyzed. The in vitro cardiomyocyte hypertrophic model was induced by Ang . The ex-
pressions of miR-31, LATS2,myocardial hypertrophy genes ANP and B-MHC were detected by RT-qPCR. The
change of cardiomyocyte morphology was observed by F-actin fluorescence probe. Results The Targetscan

software prediction results showed that the complementary binding site existed between rat miR-31 and 3’
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UTR of LATS2 gene. In the verification of enzyme digestion and gene sequencing,the dual luciferase reporter
vectors carrying LATS2-3'UTR-WT and LATS2-3'UTR-MU were successfully constructed. Compared to the
LATS2-3" UTR-MU+miR-31 group,the luciferase activity of LATS2-3" UTR-NC+miR-31 group showed no
significant change (0.9840.03 ws. 1.0040.03,P>0. 05). However,compared with the LATS2-3" UTR-NC
+miR-31 group,the luciferase activity of the LATS2-3' UTR-MU~+miR-31 group was significantly decreased
(0.7440.02 vs. 1.0040.03,P<C0.01). The myocardial hypertrophy genes ANP and g-MHC expression up-
regulation could be detected after Ang]l induction for 48 h (P<C0.01,P<C0.05),In the cardiomyocyte hyper-
trophy process,the miR-31 expression was significantly up-regulated (P<C0. 01), while the LATS2 gene was
down-regulated obviously (P<C0. 05). The surface area of cardiomyocyte was increased significantly after 96
h. Conclusion miR-31 realizes the targeted regulation effect on LATS2 by the complementation binding with
3 '"UTR of LATS2 gene,the miR-31 targeted effect on LASTS2 may be involved in the regulation of cardio-

myocyte hypertrophy.
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