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1. LncRNA 7ER M iBt4E 2= F 1%

T AL IRV T Al B AR s, 20 KB
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Ptk R .

2. LncRNA 3% Jo 6 53¢ o (1 42
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AR, F mRNA 1 )5 # 5545 4, antisense
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(75) LncRNA 758 FRI5 - LI H B i 5t e
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L . ZHUO S8R, 1E0E R R B,
LncRNA H19 [ B Rk Ge % B 4% 5 PRC2 fiEfL 1)
Zeste MR T-[FEJEY) 2 (EZH2) 454, [%{k DIRAS3
22K . B HIH] mTOR 15545 S, A LA H]
O LA FRAE R BB EREE R (1 B WV AL . 3@ ) DCM
ORI BN, " RLSGE 0 =R, AR
B, 7E AL E /N RO, S5 5 iy
1] LncRNA DCRF 3£k b7, J8 5 5 4 P4l i 1
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JKF, AT LI Airn/IMP2/p53 38 B # O AT 4E A,
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Research Progress of LncRNA in Cardio-Cerebrovascular
Diseases

Yang Xia Wang Jiapu Liu Longmei

Wang Zhongchao

Abstract: Globally cardiovascular and cerebrovascular diseases rank as one of the major causes of disability

and death. It has been clearly indicated that Long noncoding RNAs (LncRNA) have a key role in the origin and

development of cardiovascular and cerebrovascular diseases. The aim of this paper is to introduce the structural

properties and functional mechanisms of LncRNA as well as the research progress in the field of cardiovascular and

cerebrovascular diseases, and to provide new ideas for basic research on cardiovascular and cerebrovascular diseases.
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