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ABSTRACT: Non-coding RNA is a variety of RNA lacking the ability to encode proteins, and it plays a complex and precise regu-
latory function in the organic development and process of the disease. The pathogenesis of thoracic aortic aneurysm (TAA) is very com-
plex, involving genetic factors, arterial hemodynamic changes, transmural inflammatory response, and extracellular matrix degradation
and remodeling. Studies have found that the aortic smooth muscle cells are easily involved during the progression of TAA, resulting in

the loss of smooth muscle cell and phenotypic transformation, and numerous non-coding RNAs regulated these pathological changes.

This review elaborates the regulation effect of non-coding RNA in the pathogenesis of thoracic aortic aneurysm.
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1 MiRNA 5 TAA

1.1 MiR-29 Fi&

miRNA JE—JEf7 76 T B 0 55 E St RNA, £
BT PR NI P A B A YR . B RIS EH
T miRNA FiEKT5 TAA Z[EIHECE:, TR, 5
fa BT REATAR E, TAA 35 04 5 B0 Bk 45 BE 20 21 Ak % miR-
NA BJFRKAKE BT 5%, 40 miR-22 miR-29a . miR-133a/b
GHIRT M, M miR-21 \miR-183 miR-30 %5363k M, $#/RX
S B RN miRNA W BES 5 TAA 1405

MiR-29 640 & miR-29a/b/c =AM W, AT N Ez 41
JiL T LA A0 i, miR-29b 7 I 457 1 LA rp 323k B B T
FAN, SRR IRLHAH L, TAA 3% F3hIkH 4 miR-29b 3¢
% 13, T miR-29a Fl miR-29¢ F5ATCHH B e, WA WL
JFSE TAA H35 1% miR-29a ik i R [R9,

miR-29b A LA il i/ - LA At 12457 miR-29b 7] 2
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RFRBFFEEE RSN, FiFh miRNA 78 ki 5 Th &k 38 F
I, e 2 ST B I R T AR 25, SR DA S =2 R] i) 22 55 D) K
PEATI A AR T

Elia L (5% % W], miR-143 1 miR-145 7£/]N B35 3 bk 40
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