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Objective: To investigate the expression of non-coding RNA circ-ZNF652 in ovarian cancer cells, its effect on
proliferation and migration of ovarian cancer cells, and the potential mechanism. Methods: qPCR was used to
detect the expression of non-coding RNA circ-ZNF652 in ovarian cancer cell lines PA-1, Caov-3, Caov-4, SK-OV-3
and normal ovarian cell line HPOSEC and SV40. SK-OV-3 cells were transfected with circ-ZNF652 knockdown
plasmid (the si-circ-ZNF652 group) and negative control plasmid (the si-control group), whereas wild type SK-
OV-3 cells were used as blank control group (the control group). CCK-8 assay and wound healing assay were used to
detect the cell viability and migration ability. The expression of phosphorylation of Akt and GSK-3fwas measured
by Western blot. Results: The expressions of circ-ZNF652 in the ovarian cancer cell lines were significantly higher

than that in the normal ovarian cell line (P<0.05). Compared with the negative control group, cells in the si-circ-
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ZNF652 group cells have a lower cell viability (P<0.01), cell migration was significantly decreased (P<0.01), and

phosphorylationof Akt and GSK-3f were significantly suppressed (P<0.01). There was no significant difference

between the si-control group and the control group (P>0.05). Conclusion: The expression of circ-ZNF652 is

increased in ovarian cancer cells. The increase of its expression enhances the proliferation and migration of ovarian

cancer cells, and may associate with the regulation of Akt/GSK-3 signaling pathway.
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Figure 2 Normalized circ-ZNF652 expressions after knockdown
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Figure 3 Effect of circ-ZNF652 knockdown on SK-OV-3 cell viability
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Figure 4 Effect of circ-ZNF652 knockdown on SK-OV-3 cell migration (A) and representative images of migration assay (B, x 100)
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