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[ Abstract]Objective To investigate the effect of long non-coding RNA AOC4P on epithelial ovarian cancer. Me-
thods The ovarian cancer cell line was transfected with control siRNA (control group) and siRNA targeting AOC4P
(silent group), respectively. The differentially expressed genes (DEGs) between the two groups were detected by high
throughput sequencing technology, and analyzed by bioinformatics technology, and the key gene was verified by
Gene Expression Profiling Interactive Analysis 2 (GEPIA2) database and western blot (WB) assay. AOC4P-miRNA
key gene regulatory network was predicted by FunRich software and miRcode website. Results The study identi-
fied a total of seventy-three DEGs between the two groups. The bioinformatics technology analyses revealed that
DEGs were mainly enriched in the cell nucleus, and exerted their molecular functions by protein binding. These DEGs
mainly regulated the proliferation-related biological processes through apoptosis and tumor necrosis factor signaling
pathways. Two of ten proliferation-related DEGs were significantly downregulated, while eight of ten DEGs were
significantly upregulated. CDKN1B achieved the highest fold change (—5.46 times), and the expression of CDKN1B
was further confirmed by GEPIA2 database and WB assay. The prediction of the miRNA regulatory network showed
miR-24-3p might be the cointersection miRNA in AOC4P and CDKN1B. Conclusions AOC4P may regulate the
expression of the target gene CDKNI1B through miR-24-3p, thereby affecting the cell proliferation in epithelial
ovarian cancer.
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