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Study on the molecular mechanism of miR-27a-3p mediating proliferation
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[Abstract] Objective To investigate the molecular mechanisms of microRNA-27a-3p (miR-27a-3p)
regulating the proliferation and invasion of rheumatoid arthritis synovial fibroblasts (RASFs). Methods Nor-
mal synovial fibroblasts (SFs) and RASFs were isolated and cultured in vitro. MiR-27a-3p expression was de-
tected by real-time fluorescence quantitative PCR (RT-PCR). Potential target genes which miR-27a-3p might
bind to were predicted and validated by luciferase reporter assay. The miR-27a-3p inhibitor was transfected in-
to RASFs by Lipofectamine 2000. The effects of miR-27a-3p and target genes on the proliferation and invasion
of RASFs were examined by Cell Counting Kit 8 (CCK-8) and Transwell, respectively. Results Compared
with SFs,miR-27a-3p was overexpressed in RASFs,and miR-27a-3p inhibited the expression of secretory friz-
zled-related protein 1 (SFRP1) by acting on the 3" untranslated region of SFRP1. SFRP1 was weakly ex-
pressed in RASFs. After inhibition of miR-27a-3p expression,the SFRP1 expression was increased,and the cell
proliferation and invasive ability was significantly reduced (P <C0. 05). The proliferative and invasive ability
was significantly restored after simultaneous inhibition of SFRP1 (P <C0. 05). Conclusion MiR-27a-3p can
promote the proliferation and invasive ability of RASFs and play an important role in the development of rheu-
matoid arthritis, which probably through the inhibition of SFRP1 expression.

[Key words] rheumatoid arthritis; microRNA-27a-3p;synovial fibroblasts; proliferation;invasion; secre-
ted frizzled-related protein 1
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