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Research progress on the correlation between IncRNA - miRNA - mRNA axis and

pathogenesis of cardiovascular disease
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[Abstract] Long non-coding RNA (IncRNA) is a kind of nucleic acid molecule which is transcribed from the mammalian genome
and lacks protein-coding potential , it mainly realizes the regulation of gene expression from three aspects of epigenetics , transcriptional
regulation and post - transcriptional regulation, or directly participates in regulating protein activity. With the development of
sequencing technology, it has been found that IncRNA can be used as miRNA sponge to further regulate mRNA expression, and the
IncRNA -miRNA -mRNA axis plays an important role in the pathogenesis of diseases. Current researches confirm that the IncRNA -
miRNA - mRNA axis is closely related to the pathogenesis of cardiovascular diseases. In this review, we summarize the latest
developments in the known roles of this axis in the pathogenesis of cardiovascular diseases.
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K45 EZRAS RNA (long non-coding RNA , IncRNA)
) Z I neRNASEAF , 9 S Z 50 CVD fa i I &
(R i NN (K= R 7N (N o8 = S R A e
fIE S5 . IncRNA J2 K R T 200 4~ 4% 1 R 1Y
ncRNA , HAE FHBLG 5 W40t e 7 A . e T4
LT B IncRNA FEZE52 0 mRNA g%,
B ae", BB e 4 M PR RNA (competing
endogenous RNA, ceRNA) VEEREAE . e T
YRR AZ 9 IncRNA DU 52 22 30 2o 98 47 Yo €0 i & 444
FH ALFR Y e SR 2541 T4 55 DNA M
YERDE L RNA-DNA &5 DL H g BE I 35K, 58
MOr S WO SN SR

i /I RNA (microRNA , miRNA ) 42 f 2 AT 2 M

BN FAESRAS RNA 28, 85| & R Ik 55 ¢
JE AT . miRNA K29 22 MR , H 3 EAEHT
1 45 A R BR S 2 1Y B AR mRNA KA il 2 14 53 1Y)
Feik , NIMFE LA R A A . 25 F miRNA 5%
T IS S0 FH G, T LA RS OV | g IR
AE0SL R AT LUK miRNA Fl IneRNA 485 -& A2 2k 18
HAE CVD A FABLE

Ak, HRTZ M52 2 IncRNA AT L5 miRNA
FHEAEM . IncRNA 7E8E St B P25 T mRNA , Jf:
HA R L, BR#L A mRNA L4k, RNA
R MUTERE AW b (1) miRNA i A] #1 a) 8 7
IncRNA , Ff38 335 AN 5 3 14 Bl 5k FC ) e AT L 225 1) 1)
BERGSEPEN, AR, miRNA 1 a] DLIE i 5Ese ],
il 3 5 IncRNA 63k o WF57 3¢ B LA 41 5T miR-
NA 7] DLE A 4 4% I 98 757 mRNA Fl ncRNA 9 #%
B 1 “microRNA sponges” HLHI ™ LA Bifi f #2
HH AR DRI A UL R BRI, AR AR miRINA W4 A5 H1 e
Bl A5 B ceRNA RUE” FR T, 4 A miRNA W JT
PFEY IR ceRNA 7540l N AT LLiE 3 5 38 miRNA 45
G e S BH T LD AE . 1 Sk 41 P B FE 1Y ceR-
NA Z—,IncRNA Al £ 2 5 IncRNA-miRNA-mRNA
EFET ) AE ceRNA & IncRNA 7] DLiE o 3 &
1 miRNA 2 I 7G5 W B H R miRNA , I 411 6l B
miRNA /5 (¥ ) mRNA [ f# , 13X /2 IncRNA 2
5510 DA S 5 R pLAR 2 —

2 &Rl MR H IncRNA-miRNA-mRNA

2.1 Shhci# AR AL (atherosclerosis, AS)
Sl ks FE A AL 2 A N CVD BB T Y 32 22
JER Y HR R S — A 2R e PR G #  Few)

PN Rz A RO AR 0E , B S 9 i 0 I S 4R 7T LA
JOBEHE = BRI EIESE 2B IncRNA .miRNA 7£
AP Th R R A Sk b 44k
%% i 18 25 [ (oxidation low lipoprotein , ox-LDL ) i
AT N R ) R SRS PN R A (R AS 1Y
R NGEAR Bk P 28 B AE ox-LDL il
Malatl 2235 T+ 55, I A 38 35 52 M miR - 155 31 i & P
1 L R AR, DT I 200 M 15 - e S ol PR 7 1
(SOSC1) 7K, 4l JAK-STAT i #% , #H] AS™, 1fiL
OV LA AS &R SCHER R ™ . AN E ik
S AT (HASMC) 4 ox-LDL #3405 , TNK2-AS1
Zeik B, IE 0T LIAE 9 miR-150-5p 4 ceRNA 77
M5 P Bz 2R 5 A (VEGFA ) FRL T 48 40 it A K
KT 1(FGF1) A 2 A0 1 40 it Al 34 58 R A%, A o
ASBEHRIE 82 . HASMC 7 28 I/ MR A A6 A K A
THIE)S , SNHG 16 235 R, 8 53 4= W15 B 24 b
FIE 't 22 Tl 4 56 R . 91F 52 SNHG 16 38 35 7 R
miR -205 [ ceRNA 4 5 Smad2 3 ik L 7] & i
HASMC 45 FIERS ", Mg 20 AT A= TR A 0 UK
S 6L T TR S e - 1) A R T A A ) B I AR L, T
ox-LDLJIlF% N B WEZA ML) , UCAT #E [m] miR-206 il
AL OAA T AR ASY AT A I R
HJZ VI AP T PT R PURGE FIPT AS Hhke G
YRR, TSI AS I & e . N JBF bk N 2 A i 260t
JERYIN S AL , AF131217.1 2235 TF 5 , Bl 40
] miR - 128-3p/KLF4 il 38 i< 410 ] 4 5z 4B 28 5 , 75
AS B &G HLE P AR BT AS BME T itk al g,
IncRNA-miRNA-mRNA 415 AS HE A (£ 1),
2.2 S UAE FE (myocardial infarction , MI)

H 2 e AR Bl Dk P ZE 5 R 1) P O OLARE B8 2
CVD FBE T 1 B P 22— | R AF PN 5% 3
H32 700 5 N, ceRNA J& IncRNA J 45 CVD 3 Ji2
FIHTIE XD RE CL B 12 4B IO
A5 SF- T LR B2 AR A TR 0 MY 22 J R 2
RN S T, S0 0 e ke = B 32
AR A REOET W R B A B () H9c2
YA h ANRIL 2635 i 28998 | JER ANRIL ] i &
BRI S0, I PR Y miR-7-5p #40 SIRT1
Feik, FEBE AT Y HOC2 4 M & 350 AR B 4
FH L ARYT MUBRAERT U - AR i (VR)
J& MLBF ORI 1 R T RS /R AL
il 3 AR R AR E F L B AR SE O B A
Py HHRRLZET P B 2B RS A T T W
T SOAE AR O M 0 B B R AR
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Table 1 IncRNA-miRNA-mRNA axes in cardiovascular diseases
PG IncRNA miRNA mRNA EFAALE] 7% 3k
kR fL Malat1 miR-155 S0SC1 JRE (=) (=) [27]
TNK2-AS1 miR-150-5p VEGFA B (+) [29]
FGF1 T (+)
SNHG16 miR-205 Smad2 HAGE (+) 1T (+) [30]
UCAL miR-206 — AALRI ()P T (+) [31]
AF131217.1 miR-128-3p KLF4 PAE(-) [32]
LIUESE ANRIL miR- 7-5p SIRT1 AL ()T (-) [35]
2810403D21Rik/Mirf MiR26a Uspl5 FkgE(-) [41]
APF miR-188-3p ATG7 HWE(+) [43]
AK139128 miR-499 FOX04 AW PT(+) [44]
GAS5 miR-525-5p CALM2 T (+) [45]
DERER CHRF miR-489 Myd88 JER(+) [15]
HOTAIR miR-19 PTEN SNES! [46]
MAGII1-IT1 miR-302e DKK1 ER (=) [47]
MIAT miR-93 TLR4 HEA(+) [48]
s e IR CYTOR miR-155 IKKi S NES! [49]
DCRF miR-551b-5p PCDH17 A (+) [52]
MIAT miR-22-3p DAPK2 AT (+) [53]
LD Eh MEG3 miR-145 PDCD4 PHT(-) [55]
KCNQ10T1 miR-384 CACNAIC B (+) [58]
TCONS 00075467 miR-328 CACNAIC Y AAE NG [59]
LAk S Bl o PVT1 miR-128-3p Spl LA (+) [61]
TUGI miR-204-5p Runx2 s (+) [65]
MALATI miR-204 Smad4 s (+) [66]
AFAP1-AS1 miR-155 SMAD5 4534k (+) [67]

O LA, W 4 3 SR A 8 B, A B T A2
O HER B LT SR . BFSE & B, 2810403D21Rik/
Mirf & — BB B BT H BEPE IncRNA, JLER 1 IncRNA
Al miR26a [, [ J5 8 o #L1a] Uspl5 {2 a0
JULZ A1 I AR O O 8 405, st O T B
SR, A WEAE ML VR AR B A i IR )
AR L, e MT AR AT DL R0 P 0 B8 A R
M. AR RERS AT g 2 E MLS.OHLY/R AL =
¥, FE AT RES | R AN IH T- FISRFE . 4 APF 2 —
il [ WA HE K, 24 APF 323K [, w7 o
miR-188-3p ) ceRNA 1845 ATG7 M I 1 1 FI I il
M1 R, AK139128 th2—Fl [ g fie ik PR 7, H
Pk B LR, 3l I G miR-499/FOX04 fh i
HEEBERLO LT T O R TR YR
FEHESE 1Y) o) — S E R R AR R e 1 2 A7
TEFT- S . GASSTEMI 5 ik VA, UTER GASS 7]
i i HE 1) miR-525-5p/CALM2 % 310 0 L 41 it 94
T2, I A0 J5 O LA I 3% 0™ 28 1, mT L)

% B IncRNA-miRNA-mRNA %1} MIB9I6T7 4243 T
BRI TR (R 1),
2.3 JEfE X (cardiac hypertrophy,CH)

SO I DR s WU XST 7 /% Sk 8 A7 i P 325 1
BN, AAE R 4E R O RE . SR, FR2e e CH
| Jal AN KO EEE 28, I B M
BEEAIG O 7 s vl RV AR ) KU 3 R bl 20 4%
A RIRIT F-B, LAl EE W AS B A9 RE K FiiE 2 i
K0 1320 W E FH Sk 4 %8 R (transverse
aortic constriction, TAC ) &7 F4) /)N BRI AE AR 7R T
M RKER DL EA S EIRER TS0 40 M KR
RUGEA TS0 . FERE AR i YRS IE AY IncRNA 2
CHRF, H: 7] DL [5] miR-489, Jf-#F — 2 45 Myd8s
(2R IKF , TG IE R R R ™ o 42 T kA TAC
Sl AR A5 T 0 40 M A KA Y v B IE T 22 F
IncRNA 7] DL 3 ce RNA AL il 34 755 #E J5E PR D T 52 i)
CH. W HOTAIR i# 33 miR-19/PTEN fili#£ CH & #5
TR R T B Zh e MAGI-IT1 3 it # [] miR-
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302¢/DKK1 Al fifi Wnt/B-3% 8 18458 2% 1 1 78 CH
FE R FAVE . MIAT 385 76O LR AR
Sy miR-93 [IZR I E I8 7 TLR4 (335, 4 CH h
RIE MR ER . Sh ks 2 ik 75 5 B o
e LA S ) I JE AR A v, & B CYTOR AT G i
miR-155 FI 'R i IKKi A1 NF-kB {55 %% 516 CH
B AE AT, B AT g8 2 /F 4 miR-155 B ceRNA
FAETY miR-155 4+ S 1Y IKBKE #]', hik%
B, izt ] 25 CH /Y & AEHLEI, TV A IR K
HTRTT R A

2.4 ¥R LA (diabetic cardiomyopathy, DCM)

B % IncRNA-miRNA-mRNA #li 750 L 1 (1)
WFFE R, AR DCM B FHLHIA T i —2 a0k
o DCM 20 R ) — BRI IE 2K B 2 B RO I
20 A g 5 2R AR E I BT AR R R S 2Kl
S0 I IR 5 R P T X o ) A i 37 T HAth
oSG RS RIE, If HBOR 8 22 i W 58 3= B A AL R
WRIE PRI RERE T - M B R RS
BOE OB IR T2 5 T DCM I &bl =
30 3 R R N T S TR A TR 2R 175 5 DCML /S BB Y
FEAEZ A & I8 T JL4% IncRNA-miRNA -mRNA
. DCRF ] LAfE N miR-551b-5p 1) ceRNA 3 il
PCDHI17 B3k , T34 o WL 4H M 3w, £ 32
DCM g3 J ™ . MIAT W] LAGE i /E A miR-22-3p 1Y
ceRNA il DAPK2 ik, T S ZB00 AR IE T,
%5 DCM FEE , MEG3 B giF ] 25 2
AR & S 76 DCM 1, MEG3 7E A 3L
AC16 4L Al VR miR-145 35 ceRNA , Vi
/b miR-145 X%F PDCD4 I HI4E R , T e AC16
RLPHT- (R 1),

2.5 & EFFh (atrial fibrillation, AF)

U 5 B B 2 E RTI PR XE AT A DA
2B 7 38 A i A e R RURGS , thf i N
BER R AT R & 1 R 2 —", ©VH CAC-
NAIC & 5 B & e ok 7 v i) G B AR b s o
YY1 558 KCNQ1OT1 L Al 3 2 975 miR-384/
CACNAILC B3 hnin g Bk = 1175000 5 Es
L H R AE AF 1) & A RN 5 rp e G HEE T, TCONS
00075467 7] 3 1/ miR-328 Y ceRNA PX7E CAC-
NA1C B A ITTE 1.0 5 F A S G B>, o0 b7
YA R AF ThO RS E A R AR, © O B
LA PR R, PVT1 AT LSS 24 miR-128-3p
HIE4R T B miR-128-3p XF Spl AR , HE
WG TGF-B1/ Smad 38 1 , S 7F 2T A ARG TE e )5

PR INER O DR AL iR R W, TGF-B1 38
i Smad 7 AARLFAELAE T, AT LA 58O D e 4k
RN AR (1) LA, IncRNA-miRNA-mRNA
BT 25 AF P ARALE, A B T3] AF BB
S
2.6 AL £ 3 Bk & IR (calcified aortic valve dis-
ease,CAVD)

CAVD TE N HAT 85 5 B R R FNE T
It HH AT AT A S0 B 2T BOR T B 5508 2% 95 0
SRR RSk ) T R R R S Sl ko
T 5 A 99 I 1] 5 40 MY (valve interstitial cell, VIC) #
IO I8 D13 R IR 72 Py 1S A AR A e PR
A L 3ok A1 ) BSR4 53 A AT I VIC 894k, A
I BH 1k FE 2 330 %% CAVD [k J . i 58 & B, TUGT
CIRYSGEUR{sE: PN miR-204-5p #77 Runx2 RYZRIR,
MALAT1 #] )i i< #8 [f) miR-204 45 Smad4 1) £
ik 0, AFAPL-AST s 7] DL 3 o8 55 miR - 155/
SMADS fli"“ i i VIC Bk, g CAVD
BB (1), 28] IncRNA 76 CAVD S e[ {E RHA
Ig SN iOR A

3 IncRNA-miRNA-mRNA 3 7E 10 I B e 97 Y 9 T2
EIEZERER

N AR T A W IRBE LR AR DL SO L
Y | PR T AU R 2T 24 40 e i A S UL 4
JL R 34 5 AT RS AR A B T CVD A& AR K, i bk
78 UE B 3% il 78 33X 28 CVD A4 1E SR AL i mh e 5 2 A
FH o 1 TNK2-AS1 W] 38 3 #2 ] miR - 150-5p ¥ 45
VEGFA F1 FGF1 1Y 2R3k DT 5 1l 45 - T JL 40
[ 34 6 A AL ™, GASS W] 38 i #1117 miR-525-5p/
CALM2 Hli 18 715 .0 JUL A0 At 7y 08 7 0384 5 g 0 ™,
PVT1 A] LAAE A miR-128-3p ) ceRNA 1 5 Hi Xt Spl
FIAM VR, R I 0% TGF-B1/ Smad 38 % , {ie 7F 5L
LT YN IGTE AN N UL B eF AL

4 ZEipTNREEE

ULAEOR , B neRNA £ 2 B0 A e ad it v
I IR R DI RE , X T IncRNA 760 L4590 &
g AL P AR — 2P I . AR SO GS T L
IncRNA -miRNA -mRNA $i7E CVD i/ FHHL I o
IncRNA 7] LLIE i3 ceRNA AL 1E i) 28 671 98755 5%
FIE IR LUAE A B B BRI s o I L IR]—Fp
IncRNA A DL #E [8] A 5] (9 miRNA , [5]—Ff miRNA
A DABEASTA] ) IneRNA #E 4% P58 A 6] i 15 538
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