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The discovery and research advances of a telomeric

repeat-containing non-coding RNA
LIU Juan, XING Jin-liang*
(Cell Engineering Research Center, Department of Cell Biology, Fourth Military Medical University, Xi’an 710032, China)

Abstract: Telomeres, the specialized structure of chromosomes ends, consist of tandem arrays of DNA repeats
and related proteins. Telomeres are conserved during biological evolution and rich in GC nucletide. Telomeres
contain TTAGGG repeats in human, which are responsible for maintaining genomic integrity. Telomeres’
dysfunction leads to chromosome instability, and contributes to tumor development. It has long been consid—
ered that telomeres are transcription—silenced. However, arecent study reported for the first time that a long
non—coding RNA was transcribed from this region, named telomeric RNA. The molecule has a special sequence
of UUAGGG repeats, plays an important role in the regulation of telomere length and telomerase activity, and
has already become a hot spot in the research field of development, aging and tumor progression. This article
will review the recent progress of telomeric RNA research.
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