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[ Abstract ] Background and objective MicroRNAs (miRNAs) is a group of non-coding small RNA molecules,
which play important roles in the development of tumor. The mechanisms of various kinds of miRNAs in lung cancer still
need to be further elucidated. This study investigated the function of miR-614 on lung cancer cell invasion and proliferation.
Methods Real-time quantitative PCR was used to detect the expression of miR-614 in lung cancer cell PGCL3 and PGLH?7.
Transwell assay was used to test the role of miR-614 on regulating invasion and migration of cells. CCK8 assay and BrdU in-
corporation assay was used to assess the role of miR-614 on cell proliferation. Bioinformatics software predicted the potential
target genes of miR-614 and dual luciferase reporter gene was used to analyze the binding between miR-614 and 3’UTR of
puromycin-sensitive aminopeptidase (PSA). Western blot detected the PSA protein levels. Results The expression of miR-614
in PGCLS3 cells with high metastasis potential was significantly lower than that in PGLH?7 cells with low metastasis potential.
Furthermore, altered expression of miR-614 by transfection of pre-miR-614 mimics and inhibitor significantly affected the abil-
ity of invasion and proliferation of lung cancer cells. Bioinformatics analysis predicted that PSA was one of the potential target
genes of miR-614. Altered expression of miR-614 markedly down-regulated the PSA protein levels of lung cancer cells. In ad-
dition, dual luciferase reporter gene assay indicated that miR-614 regulated PSA expression by binding to the 3'UTR of PSA
mRNA. Conclusion MiR-614 inhibited cell invasion and proliferationa targeting PSA in lung cancer cells, PGCL3.

[ Key words ] Lung neoplasms; MicroRNA; Puromycin-sensitive aminopeptidase; Invasion; Proliferation
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Fig 1 The effects of miR-614 on the invasion of human lung cancer cell lines in vitro. A: Lung cancer PGCL3 cells were transfected with miR-614

mimics and miR-614 mimics control and PGLH7 cells with miR-614 inhibitor and miR-614 inhibitor control and then subjected to tumor cell

Transwell invasion assay; B: The histogram showed that the number of invasive cell was significantly changed. *P<0.01.
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Fig 2 The cell proliferation assay by CCK-8 kit. A: Lung cancer PGLH7 cells were transfected with miR-614 inhibitor and miR-614 inhibitor control

for CCK-8 kit detection of cell viability; B: Lung cancer PGCL3 cells were transfected with miR-614 mimics and miR-614 mimics control for CCK-8 kit
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Fig 4 PSA as miR-614 targeting gene. A: Potential targeting gene of
miR-614 predicted by miRanda online bioinformatics software; B: The
effect of miR-614 on the protein expression of PSA on human lung
cancer cell lines; C: Dual-luciferase reporter gene assay; *P<0.01. PSA:

puromycin-sensitive aminopeptidase.
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