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The effect of miR—152 on the proliferation and invasion of lung cancer A549 cell line regulated by FGF2
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Abstract Objective: To investigate the mechanism of miR—152 targeting fibroblast growth factor 2(FGF2) on the proliferation and invasion
of lung cancer A549 cell line. Methods: Real—time fluorescence quantitative PCR (qPCR ) was used to detect the expression of miR—152
and FGF2 in normal epithelial cells BEAS-2B and lung cancer A549 cells. Transfection technology was used to specifically overexpress
miR-152 and FGF2 in lung cancer A549 cell lines, respectively. The experiment divided the lung cancer A549 cell lines into 6 groups:
miRNA idling group(miR-NC),miR-152 overexpression group(miR-152 mimics), miR-152 inhibitor group(miR-152 inhibitor) , FGF2
overexpressionidlinggroup(pcDNA3.1-NC),FGF2overexpression group(pcDNA3.1-FGF2)and miR-152overexpression+FGF2overexpression
group(miR-152+ pcDNA3.1-FGF2). qPCR was used to detect the expression levels of miR—152 and FGF2 in A549 cell line. Cell cloning
and Transwell cell experiment were used to detect the proliferation and invasion ability of A549 cell line. Dual fluorescence reporter gene
method was used to verify the binding of miR—152 and FGF2. Western blotting was used to detect the protein expression of FGF2,
autophagy marker protein microtubule-associated protein 1 light chain 3B (LC3B) II/1 ,beclinl and p62 in A549 cell line. Results: The
qPCR results showed that compared with normal epithelial cells BEAS-2B,the expression of miR-152 in lung cancer A549 cells was
significantly reduced (P<0.01),while the expression of FGF2 was significantly increased (P<0.01). TargetScan bioinformatics software
predicted that miR-152 was bound to the 3" UTR of FGF2,and dual—fluorescence reporter gene test results showed that miR—152 was
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directly bound to FGF2. The results of cell cloning and Transwell chamber experiments showed that compared with the miR-NC group, the
proliferation and invasion ability of the A549 cell line in the miR—152 mimics group was significantly reduced (P<0.05),and the proliferation
and invasion of miR-152 inhibitor group increased significantly(P < 0.05). Compared with the pcDNA3.1-NC group, the proliferation and
invasion ability of the A549 cell line in the pcDNA3.1-FGF2 group increased significantly (P<0.05). Compared with miR—152 mimics
group, the proliferation and invasion ability of A549 cell line in miR—152+pcDNA3.1-FGF2 group increased significantly(P<0.05). Western
blotting results showed that,compared with the miR-NC group, the expression of FGF2 and p62 protein in the miR-152 mimic group was
significantly reduced (P<0.05),but the expression of LC3B Il /1 and beclinl was significantly increased (P<0.05),while the miR—152
inhibitor group result was the opposite. Compared with the pcDNA3.1-NC group, the expression of FGF2 and p62 protein in the pcDNA3.1-
FGF2 group increased significantly (P<0.05 ), while the expression of LC3B I/ 1 and beclinl decreased significantly(P<0.05). Compared
with the miR =152 mimics group,the expression of FGF2 and p62 protein in the miR =152 +pcDNA3.1 -FGF2 group was significantly
increased (P<0.05),and the protein expression of LC3B II/ 1 and beclinl was significantly decreased (P<0.05). Conclusion: MiR-152

targeting FGF2 can inhibit autophagy of lung cancer A549 cell line, and may become a new target for clinical treatment of lung cancer.
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cells and A549 cells detected by qPCR
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Fig 5 The expression of FGF2,LC3BII/ I ,beclinl and p62 proteins
in A549 cells detected by Western blotting
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