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Abstract

Objective: To investigate the expression of miR-129 in high-grade serous ovarian cancer (HGSOC) tissues
and cell lines, and to explore its effect on the invasion and migration of ovarian cancer cells and its mechanism.
Methods: Real-time quantitative PCR (QRT-PCR) was used to detect the expression of miR-129 and HMGA2

in 70 HGSOC tissues and 30 normal fallopian tubes, and the expression of miR-129 in human ovarian cancer cell
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lines and human normal ovarian epithelial cells. Pearson correlation analysis evaluated the correlation between
miR-129 and HMGA?2 expression in HGSOC tissues. After transfection of ovarian cancer cells CAOV with a
miR-129 mimic and control, cell invasion was detected by Transwell microscopy, cell migration was detected by
cell scratch test, and HMGA2 mRNA and protein expression changes were detected. Bioinformatics software and
luciferase reporter gene assay were used to analyze the targeting effect of miR-129 on HMGA2 gene. HMGA2
overexpression plasmid was transfected to observe the effect of HMGA2 on the invasion and migration of miR-
129 mimic CAOV cells. Results: The expression of miR-129 in HGSOC tissues and cell lines were significantly
lower than that in normal fallopian tubes and normal ovarian epithelial cells (P<0.05). HMGA2 was significantly
higher in HGSOC tissues than in normal fallopian tubes (P<0.05), negatively correlated with the expression of
miR-129 (r=-0.712, P<0.05). Compared with the control group, the invasion and migration ability of CAOV
cells in miR-129 mimic group decreased, and the expression of HMGA2 mRNA and protein decreased (P<0.05);
bioinformatics software prediction and luciferase reporter gene experiments confirmed that HMGA?2 is a target
gene of miR-129; compared with miR-129+ control group, miR-129 mimic+HMGA2 group has significantly
increased invasion and migration ability (all P<0.05). Conclusion: MiR-129 is lowly expressed in HGSOC tissues,

and it can inhibit the invasion and migration of ovarian cancer cells by targeting down-regulation of HMGA2.
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(*P<0.05); (B) Expression of miR-129 was significantly lower in three ovarian cancer cell lines 3A0, CAOV, HO8910 than that in normal

ovarian epithelial cells IOSE80 (*P<0.05).
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Figure 4 Prediction and validation of the miR-129 target gene
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(A) Expression of HMGA2 in HGSOC tissues was significantly higher than that in normal fallopian tubes; (B) Pearson correlation analysis
showed that miR-129 expression was negatively correlated with HMGA2 mRNA expression in HGSOC tissues; (C) Bioinformatics
predicted the binding site between miR-129 and HMGA2; (D) Luciferase reporter gene verified that HMGA?2 was a target gene of miR-129;
(E) Overexpression of miR-129 inhibited HMGA2 mRNA expression; (F) Overexpression of miR-129 inhibited expression of HMGA2
protein. Compared with the control group, *P<0.05.
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overexpressing mimics and HMGA?2 was increased, and cell migration ability was increased; (D) Scratch assay detected the scratch healing

of CAOV cells transfected with overexpressing mimics and HMGA2 was increased, and cell migration ability was increased. Compared with
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