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Abstract: Oral cancer is a common head and neck malignant tumor. Its molecular mechanism of pathogenesis
is complex and needs further exploration. Non-coding RNAs account for more than 95% of human transcripts
and include microRNAs, IncRNAs, and circRNAs. They are an important entry point for research on
molecular mechanism of oral cancer. Non-coding RNAs and protein-coding genes constitute a complex
regulatory system involved in the regulation of physiological and pathological processes. This review
summarizes articles about oral cancer-related non-coding RNAs and presents valuable information from the
perspectives of microRNA, IncRNA, and circRNA.
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Length and structure 20-25 nt, linear
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translation suppression

Sample types Tissue, plasma, serum, saliva
miRNA mimics, ASO, LNA,
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Gain of function
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>200 nt, linear

Transcriptional regulator, chromatin
modification, post transcriptional regulator,
small peptides, miRNA sponges
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siRNA, shRNA, ASO,
LNA, CRISPR/Cas system

~100-4000 nt, circular

miRNA sponges, protein binding,
protein coding

Tissue, plasma, serum, saliva
Biogenesis enhancement

siRNA, shRNA, ASO, LNA,
CRISPR/Cas system
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