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[Abstract] Objective To explore the effects and mechanism of long non-coding RNA HLA complex group 18 (HCG18)
on human ovarian cancer cell SKOV3 and its cisplatin resistance cell line SKOV3/DDP. Methods RT-PCR was used to detect the
expression levels of HCG18 and miR-449 in SKOV3 and SKOV3/DDP cells. Cells were transfected with HCG18 siRNA and treated
with DDP (12.5 pug/ml). After 48 h, we evaluated cell viability using the MTT assay, examined cell apoptosis and cell cycle through
flow cytometry, and confirmed targeting binding of HCG18, miR-449, and WntI with luciferase reporter assay. Results Compared
with the human normal ovarian epithelial cell line NOEC, the HCG18 level was significantly increased (P<0.05), and the miR-449
level was significantly decreased in SKOV3 (P<0.05). Compared with the transfection control group, in the DDP-treated cells (both
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SKOV3 and SKOV3/DDP), we observed significantly reduced cell viability, enhanced cell apoptosis, and cell cycle G,/M phase
arrest (P<0.0S). Transfection of MiR-449 inhibitor partly reversed the effects of HCG18 siRNA on cell viability, cell apoptosis, and
cell cycle in both SKOV3 and SKOV3/DDP cells (P<0.0S). The luciferase reporter results showed that HCG18 could bind to the
3'-UTR of miR-449, and miR-449 could bind to the 3'-UTR of Watl. Transfection of HCG18 siRNA significantly increased the
levels of miR-449 (P<0.05). Transfection of HCG18 siRNA or miR-449 mimic significantly decreased the mRNA levels of Wntl

(P<0.0S). Conclusions HCG18 knockdown could inhibit cell viability, promote cell apoptosis and cell cycle G,/M phase arrest

through miR-449/Wntl signaling pathway, and thus promote cisplatin sensitivity of human ovarian cancer cells.
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Fig.3 Effects of HCG18 siRNA transfection on cell apoptosis of human ovarian cancer cells
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