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The research progress of non-coding RNA and cardiovascular disease
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Abstract: Cardiovascular disease has become a big trouble for our society, and brings the great physical and mental
pain to patients and economic burden to their family. In recent years, the non-coding RNA draw more and more
attention in the diagnosis and treatment of cardiovascular diseases, and also made considerable achievements. This
article mainly focuses on the research progress of miRNA, IncRNA and the frontier ncRNA, and also discusses the
limitations of RNA therapy and its future prospects.
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KALLK, 0T G b J5k DR D\ o 40 i P 35
FEA5 B E BRI F . IR, JEDR T BIUR B A i K
W, BEARA T5% W Bk R A e sk, HAE T
10% I NN YL STt & A&k . ZHh
R 4R, AFE4AS RNA (non-coding RNA,
ncRNA) fEA ML N L2 PR 2 /248, 3 H R
EANATEGRVER . ET 01 KA TR DR
X —FEAR I NAZ KRR RNA (ribosomal RNA, rRNA).
#53Z RNA (transfer RNA, tRNA), /4% RNA (small
nuclear RNA, snRNA). 7] RNA (micro RNA, miRNA).
i X RNA (circular RNA, circRNA). K 5 3F 4 i3
RNA (long non-coding RNA, IncRNA) 2525 P i %
R PIIEHE R B, ncRNA RE MR B 2:, Fhk
P Bt 53¢ J R 458 S5 22 A T TH) S8 IR R R 3k 1) 4%,
HIZ 50 ERER R EMKRE, FFHAEZRS
2 B B A TE R B DI RE .

1 %/ \RNA (miRNA)

1.1 miRNARZE# 5 1ERHLH

miRNA 22— WL, K422 MZAF IR
ifih /N RNA™, Hpestad #an . 2%, DNA
2 RNA A 1 11 58I 5% i — AN K 14 7+
(primary miRNA, pri-miRNA) ; HyK, %45 F# RNA
PN IEGIIT Drosha F1% [K-¥- Pasha BJ1J] % 60~70 /M4
R 1 XUBE A R 45 749 B 4K 73 1 (precursor miRNA,
pre-miRNA); 55 =, pre-miRNA H# /AT [ -5 (exportin
5, XPO5)-Ran (—Ff G £ )-GTP (guanosine triphosphate,
SRS ) EEMEHBIMK, 55X RNA 45
45 H TRBP (TAR RNA binding proteins, 2%
i RNA 4558 H ) 4541 DICER Bk XU RNA
BIYI L) 22 MZHBR KD 5 feJa, XUEE miRNA 4
it AGO2 (Argonaute family protein 2, Argonaute
KIEE A 2), B RNA EFUERE & 1K (RNA
induced silencing complex, RISC), H 1 — 2B {117
T RISC E& 4k, H—%NHHE &I H i
e At o

HLTE 20 4 90 44X, R E K — R
Ji 7KF e B e 1 b 5 2 (R SRR 1 RNA,  FF4
H Ay 4 9 miRNA. 1993 4¢, Lee % ' 1 Ruvkun
2 B S B AT L IR 5 R B I RBL T 55—
A miRNA—Tin-4. B J5, ARATR I lin-4 5 54
(22~61 MR ) 1415 lin-14mRNA () 3' dE 50
P¢ X (untranslated region, UTR) (1] — > 5 & 1% J7 5]
H A, FEURAE lin-4 @it & L RNA-RNA AH B 1k

177 4 lin-14 IHEHE, B RIER T miRNA [
H AR HLH. mRNA (messenger RNA) [1) 3'UTR
X & & AU B3 A [X 38 (AU rich element, ARE) &
— IR IUHE, BRI S T K S R ELAEE,
{EL [7) B 4, 78 2 2 9 B A mRNA (1 H % P R
W5t KB, ARE 5 4% miR-16 HAMERS], it
5 Ago/eiF2C IR 4 45 & W R AR IR 5 L T
mRNA DA SR, X2 K miRNA 5 RNA
LEATE A HAE TS mRNA 2458 r4RE " B)E,
FORR Z IR TR T 2 AR AR B miRNA 752
5 RNA 45485 A HAELL miRNP [ 0 3 R %R
ik UL S Ago B A 0 B SR R JE IR UTER,
2017 4, Bridge %5 " W 7t 48, miRNA % 3 KT
B A1 (miRISC) T BUK AT —F & LIM (3 Ff
Bt 7 Lin-11. Isl-1. Mec-3 B FRF4E S ) 45 4
B R AL BRI AL, FRZ N “Ago FFR7,
1.2 miRNAS/L M EER
1.2.1 miRNA5Z ks FEAE L

Bk FEIE AL, (atherosclerosis, AS) & 78 iE 2 fifd
SEJRANM . AR T LA B GBS A ELAE T (H 2
YESOREME I, B RPN RN BRI 1AL M gh
S TINE AL VWS N AR IO E7 N = €2 S §zi oY 4
2, MR, BEaEsge U m iy R s A 4
P R B B A 7% 2 AS B B K. Welten %5 [
(2538 3R T £ Fh miRNA 76 AS Fl 8k 22 v 14
WIEIER, Hd, ERHREZH miRNA A miR-126,
miR-155. miRNA JEFE % 17-92, LK miRNA23/24/27.
143/145 ; [H] i, miR-126-3p Fil miR-145-5p [¥] 7K *F-
FNEF 2E 0 ) B R e U7

miR-126 7& — /™ Il & N K¢ ¢ 7 1 1) miRNA,
VER FASF R 3 3 R 7 AR il i AR j . & B Avs
2 UL Zou 25 PU TR I, miR-126 (¥ Ff [R5
f4 miR-126a F miR-126b FL [&] 145 55 N Jz 52 5 1k,
JFHRI p21 W 1 (p21 activated kinase 1, pak1) /&
miR-126a/b [¥] T Ui 8 &, E A1 55 p21 ik 1
(pak1)3'UTR H #h KAl H 5L K R JA 5 [AIA, miR-
126 50 145 28 5 428 . Harris 258 Y (U8 9830E 52,
miR-126 [ & i 5 L& N K & B R 5 -1 (vascular
cell adhesion molecule 1, VCAM-1) )ik & i AH G,
miR-126 5 VCAM-1 mRNA3'UTR (1454, M4
il AL AN R 9 B2 B ER, BB AS IER .
PR E, WEREIESE T miR-126 [3X — R,
F H AW 78R miR-126 i@k MAPK (mitogen activated
protein kinase, 22 %4 75 A0 25 (N ) g R FEVEH
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MAP3K10 /& miR-126 [/ FIHE A P2,

miR-155 J& — /> i B 2 T §E miRNA, R 4]
i Metzler % PV L HLTE B bk ELAH A <1 i v 3
A . BEERFFUIESE, miR-155 25 A 402k k.
PORE R Ly G SN i o Ao I 9 O S 2 b
At iR B iR, miR-155 %A%/ B
YA 22 05 T FIAE T . miR-155 7E ox-LDL (oxidized
low-density lipoprotein, FAL K EE R EH ) H S
FRY 98 RE 5 N H kS At TR TS AR R, a0 ) ) B R
VCAM-1. ICAM-1 (intercellular adhesion molecule-1,
S A 1A B B R -1) A R R Rk, BRI R
B L K B i 55 . {HAE AS Y, miR-155
HIERFE % M AS BFEF ®. Tian 45 7 B 50 R I,
TETE RO #2 s 7K1 2K ) miR-155 38 i 42 )
HBP1 (HMG-box transcription factor 1, HMG & 5% 5%
R ) SRAEHE AR B EEEURN ROS (reactive oxygen species,
EEEE ) 1A DR R R A R . 7
AS BEHe b ) £F 48 b, miR-155 J8 ¥ ) 4E T
eNOS (endothelial nitric oxide synthase, P JZ 7! — 4%
WRA G ) 22k 1 &V UL4H ) (vascular smooth
muscle cells, VSMCs) (1345 FEF2, HEmife st AS
)% B, T URAE 2 7 miR-155 42 AS 1F F P,
miR-155 7E 48 E . AS AN BHA B E A, Bk
PLI AR B E 108, X — & PRACFBR ] T miR-155
£ AS TSI IME
1.2.2 miRNA5.O USSR

2008 4E, Mitchell 2 * f1 Chen %5 " % #,
miRNA [FFEAELE T M AERA A3 M /R
2L DL K FLAR A A I 4n i . K i miRNA
RUfEAE Sl & pHL K pHL KB (] 5 iR A7 i BA %
2 U R AL B (R A5 P A SR Fese A7 e B B RANTE
XF miRNA fAzE PEREAT T AHCHEIT, AR,
miRNA 7ESMEH AL B INBURL (i 7hisias s il
WLETME )P 5 RNA 24548 1 (11 Argonaute2)™”
SGEUHAERBEEOS SR (mEEEEA,
HDL)™, DLk i1 miRNA A< 5 ) B fi# o

KREMF LI, miR-208 {LAF7E T 0L,
HMIEFE I Z B B R AFLE T 2 55 8 B 5
HIRA, AR RO bR B . AW FUE AR
B Lo TR S ot £ 5 B il 3 b miRNA X6 2 O
JUEEZE R TRINAE o e i 52438 TARRRAE #h 22 5347
miRNA-208a %} 5L {2 SOV IAE (acute myocardia
infarction, AMI) H A 1R =y B BUSMEAIR: e, mlAE
A A BRI R 2 W U SE I AE R84

[FREVE A — RO LR 5P miRNA,  IRRFEA
KT CA Koy T oK I TR Z P E 92 T miR-499
£ AMI ' [ 2 97t . Wang 25 P %t 1 973 4
AMI B 1 236 151 1 5 5 HE I R AL E 4T 72
oM. FEWL R IL, miR-499 HA M T
HAth miRNA B & i Wie i B, it — 27 Tl
W Z RN 3 BT, AR, Bk, fERE
SIS UE T miR-499 KT 2% AF155 5 (1) O URE B8 ™
FEEE LGV T 52, 4878 7 miR-499 7
O ILAH R R AR B B, 2017 4F, Dal-Pra % ™
BRI, 8 A H3 A5 27 AL R = P &
(H3K27me3) % H % 4k J5 miRNA & & 9 (miR-1.
miR-133. miR-208 fl miR-499) A 4 F:.0 L AR £F 4k
Y1 i ZE G FE 7 AL o O LA P LS o LA A

miR-208 Fl miR-499 [&] J& T 0> WL 40 fg 45 57 1
miRNA FJk, {EO0KE OHEESE. O LSk I
FREVESAG . OB 0 73555 N UARAC I 505
FAMM R REREREEN, W RFNAERE
). @It iH4E miR-208 F1 miR-499 ik, JE/b L
REJE RO LA eI O UL 5 RS, i
HEOLGH L P AEAE [F) 404K, N AMIT RS ) —
FhHT IR TT SRl AH H FT S it s A b T 1Y
B, miR-208 Fl miR-499 (1) F At /E FH #E 25 DL KRS 4
WFENLHA R — DA
1.2.3 miRNA 5O ULA4EL

OV YEAL R ARTE IR 5 O IR R 2 45 B A
O RS R D A B 5 T e B 5 S
O LA YAl e A AE 2 Rl IV Bw T, 2 Bk
fRIEFR miRNA 4R A 250040 M #H
¥, miR-21 7Ef. AR B, AidR. 2. B
JREHRA R RIL, BRI, E s
Ry M, KREM R R, miR-21 2 50014 481k
(A g JE it #E . Thum 25 " BF9T & L, miRNA-21
ToARTE > J7 2 310 2 O U JE /) BRARRZRY Hh 0 S6 2 |
VA, T R R AR TR O R AT SRR 5 S
RN S R B, miRNA-21 3@ it 8 ) 40 1) O JF B
ZRYEA N h SPTY1 (—/ME{E ) Ras/MEK/ERK i
& (AR 7)) Sk 3 98 ERK-MAP S v P, 3k 1 ik
TR 20 R P 1 B R AR AR R R A, A
MSECLILE4E4k . 2017 4 , Yuan %5 ) B 5040,
miR-21 £ 1 TGF-B/Smad7 i #% 2 5 O 4 Ji O ALK
YRR FBOE AL O AT 44 . miR-21 78 AfARZH Y
TR R, B R EOR R TR K R,
5 miR-21 FFRIENRG BN O LB I 12T BT 557
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K ALK, miR-433 T G5 5200 R34 A 1)
HhHE . TR AMZ ZRTAE o5 F R T TS R R
ifi, Tao %5 ™9 W 5000 WE£F 4EAL IS, BT 1k % B0
miR-433 fELF A O RIEFH, RN K
miRNA-433 E # ¥ [tij AZIN1 (antizyme inhibitor 1)
F1 INK1 (c-Jun N-terminal kinase, c-Jun 2 5t &K Ui
B ) PN 2 K 3 30 Smad3 BE, SO AT £ 4E 1 .
X LERIT FE R HE— D s 7 miRNA AR 274kl
SR — AT I EIR TR AL

2 KiEIEZRAERNA (IncRNA)

2.1 KHEIERIBRNARLEI S TNEE

K5 AEZ A RNA (long non-coding RNA, IncRNA)
e — REEFARNT 200 nt (1 7 Br, HHRNA K&
B MK, Gk B BT ) LA S 5" I 0 i A1 3"
Uit I polyA J& B2 N LT AR #4.  AH %L T mRNA,
IncRNA d# = 7 JT 5 1) 76 B B A, A HAEY)
FIRE, HREEAR, R RTIEEE,
(B IR UMy S VAR B s, BT EATE A
TEFE AT N B o B kS 1Y) B AR F T 2 B AR
ARG PREE A [ 263E 5, sk, BEEBEEMA
YIS B R R e, ORI ) IncRNA B A3,
{HX} IncRNA )73 2K 1 o 48— hrifE, K5 IncRNA
FEFERA ERIALE, AT BORH 73 3809 1E X (sense)
RNA. J ¥ (antisense) RNA. 1455 F (enhancer) RNA.
AR (circular) RNA Z [K][H] (intergenic) RNA (lincRNA)
ML A (intronic) RNA®Y, Hirbr, IF X RNA Hik
1 2 B 7 71 1) LE SCRE B 7y B B sl e i U G ¢ X
X RNA 55 A% 7 51 1) S SCHERR 7> S 558 4
WA, YOI RNA 2T 5 8 A U ol g A 3
>1000 bp i SCBE b, P F DT AR ¢ FERIA
RNA XA ¥ IncRNA, RNA fRol5gahit 55—
MNEESRAHIN & TN, FEEE] IncRNA A2 T P14
EHEZE,. A, IncRNA 752 Ml g
2oy A, KZ 0 IncRNA 70 A5 AUz o, W —
INER O AFAE T 4T R

IncRNA # 5 S B 78 A4 72 1 4> I3 2 B 1L 1)
IncRNA, 11 Xist Al HOTAIR %%, X #e i 2k 3% (X
chromosome inactivation, Xi) +2 " L3 P MEPE M)
R R RN, D ) R R A A A —
% X G 0L X G i R R R S B SRR (X
chromosome inactivation specific transcript, Xist) & X
GO R o0 N 58 B — S Xi AR AR
2 B OB I X AP A R Y, Xist BB 2 X

Jetafh, J5E8E 5 Qi 218 5 PRC2 (polycomb-
group proteins) 25 & 7. H3K27me3, 5|40 ER,
A FEE R OMRYE, %I FE IncRNA RepA
(Xist JE A 5" i IRIEIS 5 XA ) th A 2 5 B2
HOX #% 5% [z X RNA (HOX transcript antisense RNA,
HOTAIR) & 55—/ Mg R I BAT e AVERIY) IncRNA,
J& HOX J CHE A 6] i) RNA, B Re 1 FL3h
2 Syetatk FRSE R RIL . B SR BT — AR
FAERE R AR E, Bk Z 1 IncRNA K
. LncRNA Z5iR#ENARKAKEE . i,
WA, SR, S2MERETIMES, D
A M S FEIRAE IncRNA ZEOIER B O UL SE
Oy JIEEE L OO ILIE KR = 5 v R 35— 5 T
TEH B 325 10 78 & B, IncRNA #E L RNA
T RIER M s L 2 SRS, B a Sk
PR RERE A 2k BY. 0 IncRNA T /EH &4
S, WA RS FEWILATIREREL, 2L S80K
WiRA . SR, B ATERST IncRNA FIHF 788 A R
PET AW 58, H T IncRNA A% miRNA R kE
R, MERNLSIZ o0, KERK, g8 LLm
Mjss:, 12 IncRNA FRIHIF 9T A 55
2.2 IncRNASL M EER
2.2.1 IncRNAHI9

IncRNA H19 J& iz 7R LK BE SRS i RNA 2
—, B RmmpmER gL, T ARG EA
11p15.5 ¥ H19/IGF2 [5E [R5 b, B AR %) 3 kb K
/N, AFET MR AI R, Rl T G B AN
RHEDRAE T, WA K2 AL RIE L 5,

KA BLK, IncRNA [ 58 32 B4 b - iR 45
o AR, T RATEE A& T AR E . Zhang
A5 BT e R BB IO AT S R b, R I 331
ST IncRNA I EIRFA TiLEZ R, g IncRNA
Z 5550 R AR B AR, JF BB AR,
S0 S LK Y IncRNA H19 [1) R I8 K7 2 3 7+
B, AR A ROV I A ST TR K K . 2 AT
M EAESE, LncRNA H19 31k T 3h ik s pE 4k
PEHURI547 )5 B AR A, ELPE TR R R B ik
thHIEA 23k P, 2017 4F, Pan 25 O BT 5T K I,
H19 i it MAPK/NF-xB i& 1% it 3 3 ik 38 £ i 1L,
Je—MBAELYTHE A . Tao 5 “ B £ B, IncRNA
H19 2 5T il B AT £F 4846 . Huang %5
W AYE RS 7KL, IncRNA H19 5 miR-675
HAMES G LU OILA 41, FFE RS2
HESE,
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FH 0o L85 08 ) R A2 R FF AN =& B R 3R 11
IncRNA HI19 [ FLEAT 5 T3 — BIR AR R IF A
HoAh s e O I K AR K R I IR R A S Ao ol
IncRNAH19-miRNA iff % M 2% [T 7T IncRNAH19-
FREEAG A 7, DA R RR S 22 T) 2 75 AH ORI
A RN 2 T R TR AR e, 2k B
EATZIAIAH IR R BT i, ARR AT RO SRR R 1
NEPREA IRV L ESIRa N 5 -

2.2.2  IncRNA—— U BB AH 5 % 5% A (myocardial
infarction-associated transcript, MIAT)

MIAT tHFR AL B4 RNA2 (retinal nonco-
ding RNA 2, RNCR2) 5}, Gomafu, K#j9 kb, F#
TEA 2255 240 40 B AR X S A R 4 i v 08, %%
EAFEN T MMAZ A, . EAEZ PR A2 AR
SER, ROR TR KPR s .
TR %2 &% (single nucleotide polymorphisms, SNPs)
NT RN, ZFER EE 5 A B 7 SNP AR 5
MIAT [ 5%, 3 B O U AE I B4 5 1, F
HLC UUREZE /N B0 I @ 7K P MIAT [ 3R ikt — 2
BIE 13X — rio AR T2 H SNP Jr 5] 211 MIAT
FEE K- 1 SR 6 ) Bk ks A A A R o I ) R AR
SR, H MIAT 2 5 30 ik ks #E A58 AL 1R A AL ik A
EE, DR

E A0 993 A8 295 RO F 78 7, Yan 25 1) o
FURIN, BRI AL JE i) MIAT 3608 22 & T-3F
BE PRI AL, MIAT AR N EE R Rk i, 5
VEGF (vascular endothelial growth factor, IflL % N %
4 KT ) mRNA 3% 4 miR-150-5p [¥] 45 & £ 55,
M T miR-150-5P 5 VEGF mRNA 454, i

20 VEGF [PA R, e &4 i A0 i A PR 5 1)

FURT, X MIAT 878 3 B P E L R4
Wi REMOINE R, HBTEHAEN], 5%
FINRN BB FC. 1% T IncRNA-MIAT 7£ H
M RGHIER AR HAEME RS ARG A
O LA R G B T RS HAth R G A O v AN B
W, Bk, EFHZERANEBEIHI
3 IFARNA

L, FEEEMEEFRSEKE, IR
RNA (circular RNA, circRNA) iz # 5] &Rt T4FE &
T circRNA & —REERE. R T 247
FERI AR ARG 65 RNA, HAKEEAE L E B LT
A T cireRNA ) 32 [RL I 42 HL 1) 22 F 2

‘Bl BUl I 5 miRNA FE4 455 LA A B2 mRNA
Bfg . Weiser-Evans'™ #3H, circActa2 /EA miRNA
AR O a-SMA ik, Z 51 UL i 4%,
W EEHE 5% N snRNP 5i# RNA A 11 AH BAEH
WA, ElRRY SRR TEE, weEiRE
2 0L RNA 893 7 H AT, circRNA [T 78 5 4
FELE PR E MR AN T, (HAE O A
AU IR FE AR A E AT . 2017 4, Song % 7 1
KB TER B K sk A A A ST rp & 3 circRNA ANRIL
(KT RE, H circ-ANRIL 2 1A ] B AR I 5 4 i 4
L FRD R T B 9 RE 1 R 1 oy i o AE O IUE B 5 T
Zeng 2= U % 3, circ-Amotll i@ 1T 45 & PDKI
Akt 23t Akt FIBEIR AL, FEEE— DAL, i
P, R ONERE . B circRNA 5Tk
Sz BT, M OCHTE STk E AN K IG 2, M AE
circRNA 7E AR BRI 51270 UG 258 & vh
W2 RAET KRB .

4 Non-coding RNAZERNAF#f;(RNA interference,
RNADTTEH RN A

BESR OV W £ 19 ncRNA 5 5 0 1145 595
MRES KR, IATEEYIT b DU E AR

R WG AR LB 5 B2 BB neRNA 1)
SRR LLTE RNA ACP AR SE R T, Al B
s 1E R, 3% 2-0- FEE4L. BEERAL. 3' min
PR, By 1 3 P A VG A B B e, 384
55 FLAEAH AT AR ISR 7. — A miRNA fg 1
BEZMIERNMRIE, BRER, KOBE=02—H
L2t miRNA 1, HORH iix 07 g d
i HEELR 3'UTR X454 7,

SR, ncRNA TSI MR S AFAE — 2L R BR
Mo B, BB SIE A PR X — 7 vk
fl— K ERfE, {H H AT CA BT TR Thil s 35 20k A
JIE 5 K RIORL R P 38 T R A 1 S 4% 1 R miRNA
FAl U, 2017 4E, Huang 2 U7 75 4 /0 ST 1 % 5
JEAM AN ZN Y AT T M gR R R T, X
—ITVERE R T RNA SERJy, i 32 il 40 i 9 o,
b T BB R K. fEIRIRIRIG T, Davis % Uiz
FH/NFHE RNA TR 9K FIORL R D 1T BR 2 € 3008 J
FOREIEER, 1 UE B T Z I AR LRI R R T
T M58, A FH A pgE ik, i kA e o A
BB+ e k. PP R 2 A 1. miRNA- JL5ETE
MCAR IELERE i, DA R a8 R S Ve A A 2k
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Sk L K, %7 neRNA F i 42 ] 7251 b, i
R, EEEE—Fh neRNA A H & o — P [ 12 76 T
—FhgeErdr, 1 miR-433 2RO WE. FFE. B RS
HHERAFAE, FE U 2 ¥ b miR-433 FI e AR H
PR 5 KA. B Jn, RNAL 7% A
RN AR EIE AT 20, Fk, fER T
I R HT, ncRNA (1 FHLEE 75 2258 iR N it 75
FE DAL SE )5 80 18 AR RAAFIE A

5 458

ncRNA £ & 7% i) A= i i 2 3 15 A B 2 1Y) 1)
M, RVFZHIRIEMELIT A, HAT miRNA
A IncRNA 1 BF 78 £ R & & 2 % il 2 H 2
circRNA fI#F FTNINIE S, A R — 2 iR R M 52
. BEE ORI Z ncRNA K HAH G AE FH 1wk 5o A
BB, FRATTAH 1S neRNA A 7 77 N HT I AL 4 2 b
SV THIRIC I i MBUE R, 2R
TR SO R SRR I8 A .
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