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[ Abstract] Long non-coding RNA(IncRNA) is a type of functional RNA with a length of more than
200 nucleotides and regulates gene expression from epigenetic, transcriptional, and posttranscriptional lev-
els. Recent studies have confirmed that some IncRNAs such as Risa, MEG3, SRA, MALATI, H19, Lethe
are important regulatory molecules involved in insulin resistance. These IncRNAs will provide new targets for

the diagnosis and treatment of insulin resistance-related diseases.
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