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Research progress of oxaliplatin resistance mediated by long non-coding RNA in
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Abstract: Colorectal cancer is the most common malignant tumor in the world. The widespread application of oxaliplatin as a new
type of platinum-based anticancer drug has significantly improved the survival rate of patients with colorectal cancer, but the
chemotherapy resistance has greatly reduced the efficacy of the drug and led to poor prognosis. In recent years, more and more
evidence has shown that long non-coding RNAs (IncRNAs) play an irreplaceable role in the process of drug resistance, and specific
Incrnas can be used as novel therapeutic targets and biomarkers for colorectal cancer. The regulation pathway of IncRNA involved in
oxaliplatin resistance was summarized. The regulation of IncRNA may provide clues for the study of novel colorectal cancer
treatment drugs, improve the therapeutic effect of drug-resistant patients, and improve the clinical efficacy.
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Table 1 LncRNAs and downstream miRNAs associated

with oxaliplatin resistance in colorectal cancer
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B A5V R 1S, B IncRNA 1] DLIE it £ i 5
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