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[ Abstract)

which lack the capacity for protein coding. LncRNAs regulate the expression of genes at epigenetic, tran-

Long non-coding RNAs(IncRNAs) are RNAs exceeding 200 nt in lengths of transcripts,

scriptional and post-transcriptional levels. In recent years, studies combining microarrays and gene polymor-
phism have found that a variety of IncRNAs such as BANCR,PTCSC3 , etc are expressed abnormally in papil-
lary thyroid carcinoma, and regulate the proliferation, apoptosis, migration and invasion of cancer cells.

Studying the mechanism of IncRNAs will provide new ideas for the diagnosis and treatment of thyroid cancer.
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