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[ Abstract] Background and purpose: This study aimed to investigate the expression, cellular functions and mechanisms of miR-
509-3p in hepatocellular carcinoma (HCC). Methods: miR-509-3p was detected by real-time fluorescent quantitative polymerase
chain reaction (RTFQ-PCR) in an independent validation sample cohort of 46 HCC tissues, 3 HCC cell lines and one normal liver cell
line. Transwell assay was performed to evaluate the effect of miR-509-3p on metastasis in HCC cells. Western blot was performed
to evaluate the relationship between miR-509-3p and matrix metalloproteinases (MMPs) associated with epithelial-mesenchymal
transition (EMT). Results: miR-509-3p was highly expressed in HCC tissues and HCC cell lines. /n vitro functional experiments
showed that the inhibition of mir-509-3p decreased the metastatic ability of HCC cells. Western blot analysis confirmed that mir-509-
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3p negatively regulated the protein level of MMP-9 and MMP-2. Conclusion: This study shows that mir-509-3p promotes EMT in

HCC cells through specific signaling pathway and molecular mechanisms.

[ Key words] Hepatocellular carcinoma; MicroRNA; Tumor invasion; Metastasis
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Fig.1 Expression of miR-509-3p detected by RTFQ-PCR

A: Expression of miR-509-3p in HCC and para-cancerous tissues; B: Expression of miR-509-3p in normal hepatocytes and highly metastatic HCC
cell lines
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PCR



892 s

, % niR-509-3pAE B AR PHFA SRR RENFN

I P<0.001 |

100 T

80

60

40

Migration cells per field

20 1

1 P<0.001 1

1007

607

4071

Migration cells per field

207

B 4 4% miR-509-3pHl#lFl Stranswel 3T 7 308 B 4H A 25

Fig. 4 Cell count of transwell migration assay after transfection of miR-509-3p inhibitor

A: Cell count of transwell migration assay of MHCC97H after transfection of miR-509-3p inhibitor; B: Cell count of transwell migration assay of

HCCLM3 after transfection of miR-509-3p inhibitor
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Fig. 5 Transwell invasion assay of MHCC97H and HCCLM 3
after transfection of miR-509-3p inhibitor (x200)
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Fig. 6 Cell count of transwell migration assay after transfection of miR-509-3p inhibitor

A: Cell count of transwell migration assay of MHCC97H after transfection of miR-509-3p inhibitor; B: Cell count of transwell migration assay of
HCCLM3 after transfection of miR-509-3p inhibitor
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Fig.7 Expressions of MMP-2 and MMP-9 after transfection of miR-509-3p inhibitor detected by Western blot

A: Expressions of MMP-2 and MMP-9 in MHCC97H and HCCLM3 after transfection detected by Western blot; B: Grayscale analysis of expressions
of MMP-9 and MMP-2 in MHCC97H and HCCLM3 after transfection detected by Western blot
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