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Abstract

Drug resistance has always posed a challenge to effectively treating cancer.
Discovering the molecular mechanisms behind drug resistance can improve
treatment strategies. Long non-coding RNAs (IncRNAs) play a role in
regulating cellular processes, including those related to cancer and drug
resistance. Few studies have explored the role of competing endogenous
RNAs (ceRNAS) in mediating drug resistance in ovarian cancer. This study
utilized RNA sequencing data from cisplatin-resistant and sensitive ovarian
cancer cell lines to identify ceRNAs involved in drug resistance. We Found
16 mRNAs, 10 IncRNAs, and 149 microRNAs were found to be
overexpressed, while 622 mRNAs, 263 IncRNAs, and 177 microRNAs were
downregulated in cisplatin-resistant cells compared to sensitive cells. These
genes were related to 57 cellular pathways, and two potential ceRNA networks
were identified - ZNRF3-AS1-miR-33-DUSP1 and ZNRF3-AS1-miR33-
HSPAZ2. These findings suggest that targeting these regulatory genes could be
a promising approach for treating cisplatin-resistant ovarian cancer.

Keywords: drug resistance, cisplatin, ovarian cancer, competitive endogenous
RNA network
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