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MIR-138-5p regulates cardiac hypertrophy by targeting histone deacetylase

HOU Wei-na, LYU Ai-ting, SUN Qi—qing, FENG Ying—jun

(Department of Cardiology, Children’s Hospital Affiliated to Zhengzhou University, Henan Children’s Hospital,Zhengzhou Children’s
Hospital , East Third Street, Zhengzhou 450000, China )

Abstract Objective: To explore the effect of MIR-138-5p on cardiac hypertrophy and its mechanism. Methods: Firstly,the model of
cardiac hypertrophy in vitro was constructed. HE staining, a—actin staining and RT-PCR were used to detect the cross—sectional area of the
model rat heart, the surface area of Ang Il —treated cardiomyocytes(H9¢2) and the expression of MIR-138-5p mRNA in the cardiomyocytes.
MIR-138-5p-mimic was transfected into H9c2 cells treated with Ang Il ,a—actin staining and Western—blotting were used to detect the
surface area of cardiomyocytes and the protein expression level of cardiachypertrophy markers. TargetScan online software was used to
screen potential target genes of MIR-138-5p and further verify. MIR-138—-5p—mimic,pcDNA —histone deacetylase—4 (HDAC4) were
co —transfected into H9¢2 cells treated with Ang Il ,« —actin staining and Western —blotting was used to detect the surface area of
cardiomyocytes and the protein expression level of cardiac hypertrophy markers. Results: Compared with the Sham group,the heart
volume and heart cross —section of model rats were significantly increased,and the expression level of MIR -138 —-5p mRNA in
cardiomyocytes was significantly decreased(F=21.578, P <0.001). Compared with the Con group, the surface area of cardiomyocytes in the
Ang Il group was significantly increased,and the expression level of MIR-138—5p mRNA was significantly reduced (F=23.790,P <0.001).
Compared with the Ang Il + miR —=NC group,the surface area of cardiomyocytes (F=8.325,P<0.01) and the expression of cardiac
hypertrophy marker proteins in the Ang Il + miR-mimic group were significantly reduced(#=9.532,P <0.01). Compared with the Ang Il
+miR -NC group, the Ang Il +miR—mimic group was found the expression level of HDAC4 mRNA in cardiomyocytes was significantly
reduced (F=25.530,P<0.001 ). Compared with the MIR—138 —=5p—mimic +pcDNA ~Con group,the surface area of cardiomyocytes in the
MIR-138-5p—mimic+pcDNA-HDAC4 group was significantly reduced(#=10.134,P<0.01),and the expression level of cardiac hypertrophy
marker protein was obviously elevated. Conclusion: MIR-138-5p regulates cardiac hypertrophy by targeting HDACA4.
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