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Advances in the study on the mechanism of long non-coding

RNA in the pathogenesis of essential hypertension
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Abstract: Long non-coding RNA (LncRNA), as a novel gene expression regulator, is capable of fine-regulation of
gene expression and highly abundant in tissues and cells. LncRNA also plays an important role in the development
and progression of the diseases, but its role in the pathogenesis of chronic diseases is not clear. Therefore, the

molecular mechanism of LncRNA in the development of diseases has become a hot research topic. This article

reviews the mechanism of LncRNA in the pathogenesis of essential hypertension.
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1.1 LncRNA AK094457

TSR, LncRNA X Ji & 14 & I Hs 5299 (1) 52 1
BRI, Ying % ' E = B F R1 (Notogin-
senoside R1, NR1) y& 47 [ J5 & 1 & If & K B (SHR)
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