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[ Abstract] Objective AKT signal pathway plays an important role in the pathogenesis of heart failure . This
study intends to screen the microRNAs that participate in the regulation of AKT signal pathway ,and lays a foundation
for the investigation of microRNAs implicated in the development of heart failure . Methods  First, the candidate
microRNAs possibly involved in the regulation of AKT signal pathway was predicted by using GeneSet Enrichment
Analysis ( GEA ) , TargetScan , and RNAhybrid. Then, we verified the regulation of candidate microRNAs on the
candidate genes was verified using a Dual Luciferase Reporter System ( DLRS). Results GEA showed that miR-15/
16, miR-21, miR-29, miR-103, miR-126, miR-128 , miR-129 , miR-200 and miR-493 may be implicated in the
regulation of AKT pathway . Further analysis of the match degree of the 9 microRNAs with the 10 genes in the AKT
pathway using TargetScan and RNAhybrid software indicated that TGF 3, HDGF, VEGF, LEP, PDGFRB, PIK3RI,
AKT1,AKT2,AKT3 and HIF1A may be the target genes of miR -29. Experimental verification with DLRS suggested
that TGFB3, VEGF, LEP, AKT1, AKT2, AKT3 and HIF1A are the target genes of miR-29. Conclusions
genes in the AKT signal pathway are the targets of miR 29 and may be down-regulated by miR-29.
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