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[ Abstract ] Objective: To investigate the molecular mechanism of resveratrol
inhibiting the metastasis of liver cancer in vitro. Methods: HepG2 and Huh7 cells were
treated with different concentrations of resveratrol, and the cell viability was determined
by CCK-8 assay to determine the optimal concentration of resveratrol for subsequent
experiments. The expressions of miR-186-5p in liver cancer tissues and liver cancer cells
were determined by quantitative real-time RT-PCR. The migration and invasion of HepG2
and Huh7 cells were detected by wound healing assay and Transwell assay, and the
expression levels of epithelial-mesenchymal transition (EMT) related proteins were
determined by Western blotting. Results: Resveratrol with concentration of 6.25 pmol/L
had no effect on the viability of HepG2 and Huh7 cells, so the concentration of resveratrol
in subsequent experiments was 6.25 pmol/L. Resveratrol inhibited the wound healing and
invasion of liver cancer cells; increased the expression of E-cadherin, and decreased the
expression of vimentin and Twist1. The expression of miR-186-5p was significantly down-
regulated in liver cancer tissues and cells compared with the adjacent tissues and normal
liver cells (both P<0.05). Furthermore, resveratrol induced the expression of miR-186-5p
in liver cancer cells (both P<0.01). Overexpression of miR-186-5p suppressed the
migration, invasion and EMT of liver cancer cells. Knockdown of miR-186-5p blocked the
inhibition effects of resveratrol on the migration, invasion and EMT of liver cancer cells.
Conclusion: Resveratrol could inhibit the metastasis of liver cancer in vitro, which might be

associated with up-regulating miR-186-5p.
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[ 45B&1E | L& —19 44K (epithelial-mesenchymal transition, EMT) ; & /J» RNA (micro-
RNA,miRNA ,miR ) ; H ity B-3-BF B2 BL 2.8 ( glyceraldehyde-3-phosphate  dehydrogenase,
GAPDH) ; #k Ak it A AL B4 (horseradish peroxidase , HRP) ; F 4% = #. Z % (polyvinylide-
nefluoride, PVDF) ; — ¥ & I X (dimethyl sulfoxide, DMSO) ; &m JtL it £ 3X 7] & (cell
counting kit, CCK) ; B2 &-B44% K& (polymerase chain reaction,PCR) ; Z 4 DNA (comple-
mentary DNA,cDNA) ; Tris % 7+ & 4-0. 1%w::2-20(tris-buffered saline with Tween-20,
TBST)
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Figure 1 Invasion of HepG2 and Huh7 cells treated with resveratrol or not
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Figure 2 Comparison of the EMT-related proteins expression in HepG2 and Huh7 cells treated with resveratrol or not
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Figure 3 Wound healing rates and the EMT-related proteins expression in HepG2 and Huh7 cells treated with mimic

control or miR-186-5p mimic
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Figure 4 Invasion of HepG2 and Huh7 cells treated with mimic control or miR-186-5p mimic
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Figure 6 Wound healing rates and the EMT-related proteins expression in each group
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Figure 7 Knockdown of miR-186-5p blocked the inhibition effect of resveratrol on the invasion of HepG2 and Huh7 cells
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Figure 8 Electrophoretogram of EMT-related proteins
in HepG2 and Huh7 cells treated with miR-

186-5p inhibitor plus resveratrol or not
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