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ABSTRACT Objective: To investigate the effect of miR-26a on proliferation of Ligament fibroblasts induced by Transforming
growth factor-3 (TGF-B). Methods: Primary culture ligament fibroblasts from ligaments of rat shoulder were identified by
immunofluorescence. The expression level of miR-26a was up-regulated by the mimic of miR-26a with liposomes, and determined the
efficiency by real-time PCR. The changes of cell proliferation were detected by CCKS8 assay. The potential targeted-genes of miR-26a
were predicted by bioinformatics. Results: Vimentin immunofluorescence assay showed that the positive cells were above 90%. The
miR-26a level increased apparentlyafter the transfection with mimic (P<0.05). The proliferations of fibroblasts were markedly promoted
by TGF-B (P<0.01), but miR-26a suppressed the cell proliferation (P<0.01). Bioinformatics analyze showed that SMAD1/4, EIF4G2,
PTEN and MARKI were the potential targeted-genes of miR-26a to inhibit the fibroblasts proliferation. Conclusions: MiR-26a can
inhibit fibroblast proliferation which is induced by TGF-.
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Fig.1 Evaluation of Primary cultured ligament fibroblasts by
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Fig.2 The overexpression efficiency of miR-26a mimics on primary

cultured ligament fibroblasts(* P<0.05 vs NC, ** P<0.01 vs NC)
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Fig.3 The inhibition of miR-26a on proliferation of ligament fibroblasts
induced by TGF-B(* P<0.05 vs control, ** P<0.01 vs control, ##P<0.01
vs TGF-p)
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bioinformatics

Gene (abbreviation) Accession Binding sites
SMADI NM_005900 4
EIF4G2 NM_001418 4
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