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Long noncoding RNA MALATI associations in relation to occurrence and development

in cardiovascular diseases
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[ABSTRACT ] Metastasis associated lung adenocarcinoma transcript 1 ( MALATI ) belongs to the IncRNA family,
which is approximately 8 778 bp in length.

long noncoding RNA; cardiovascular disease

With the rapid development of high-throughput sequencing, microarray chips
and other scientific technologies, MALATI is increasingly researched in the cardiovascular field. At present, MALATI
has been involved in research and development of congenital heart disease, coronary heart disease, myocardial ischemia/
reperfusion injury, and diabetic cardiomyopathy.  As a biomarker, MALATI may play an important role in the early diag-
nosis, timely treatment and long-term prognosis of cardiovascular diseases.  However, the mechanism of cardiovascular

diseases remains to be further studied.
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1 MALAT1 B9&E¥F451E

1.1 MALATI &3}

2003 4E, Ji 20w U A — 31 AR /DN 41 i R
(NSCLC) &85 114 i Je 248 J v 368 ek 3 i 2% 52 15 AR B
et 25 SRR ALY R ] RACE 98 31— K
27940 nt 1Y 5 fiifis e 78 A0S AHOC I % i AS i Be
a, A B AR RN I, % A B i T NG ik
11ql3, K% 8.7 kb, Ji Z" 4 H 5 NSCLC 1%
ARG B a B DRI S5 0 S iy 44 Ay il i e
PO I SR A 1 (MALATL)

1.2 MALATI &§¥X

MALAT1 B, L4 4% & 5 Y (AR 5% 5% 7 1)
2 ( nuclear-enriched autosomal transcript 2, NEAT2 ) ,
HJEF IncRNA %, @ T A 11q13 etk -,
K28 778 bp, JEEEH A sfAs | PRI H B = A 2 Y
FEPEGR B AE , ok IR A L, EMFL s,
MALATI & il a5, BAE 2 & BE LR AT
TENFER PP 2Z (8], MALATL (1) 7= B ] 5 41
7 FH 300 A iR AT R B MALATI 74>
JFA) _EAFTE 4 B B[R UR X 8, 3% A U8 DX 8 2 7
MALAT1 A] A Ak ik A v 4y 00 B AR, 5 — T
Tt 7S TR VR X delble A T R LTl R DX s
1.3 MALATI &#%5 5

TERE RS 7KF- MR G P ( RNase P) FIAZHH
HiR WS 7 ( RNase 7)™ X Wl J50E RNA i 7T g
X MALATI # 3" K378 i . RNase P 225
SRR MALATI A 5% s A bl e i LA
ABEIELE LT (RNA [ =05 254y, aT g 59 1)
TIP3 S A 7 B — NI 3 i /N s A L
—ARBELY T 072 nt (Y BLAFE A, /N s AR 202
i3 RNase Z BUIVER, H: 3/ Al 76 CCA U AY
TERF L CCA B JEK/NZH 61 nt 19K
BRNA FERGSRAS 25 SRASHE AR A MALAT1 -asso-
ciated small cytoplasmic RNA (mascRNA) , Bl J5 # iz
EBA0 A 5T, B 5T 38 A A HTBL R i R &
PR, RUEAEE SR PRI MALATL (1 5735 5 A g 1 4%
L, ARS SR AT B, 3 I A7 7 = B DT — I8 ie
Z544 BTG ploy (A) B, = IR B #4 b R R R AE X
SR 2 A PRmEE SR AR B AL, BRI E R R
13 K G032 35 AL IR AU Y 55 B0 A 1 i
HRE— AR RS AR
1.4 MALAT! 7E40 Bt o %€ {i

LncRNA 754 M 9 2 47 7R AR KRR BE L] LAk

ETMRELINEE, 2990% L i MALATI f71E
T4l i A% b, v R S AT /IR R BE X
(nuclear speckles) , 3 7 1% X & 5 ¥ sk 1E AP
MALATI /2 50 BE X 1 45 F4 20 256 Fn 285 by i 4311 |
PN DU T4 75 R DB MALATL B3Rk,
REBE X 5 7 S ik AN 32 5 ), {H &, MALATI
JEFI 1961 ~3 040 nt F16 387 ~7 011 nt & H A
TEAER P A Wb 75 M7 X 38k, B AT A VE R 48 5
DF AT — DXk A 56 R AR AR AT 530 MALAT1 M 4 i
i B B A 5 A el R, LR R ThRE

1.5 MALAT1 EXR{EAHH

1.5.1 A5#FEAK ZAMR/NEEREEE
H ( serine/arginine riched protein, SR £ ) MAZ/NIE
RSB IR ALTRAL , B L 454 mRNA Ak K S5
BT,

Tripathi %7 B X AR K N L E &5
MALAT1 AHEAEH A9 BYE2 8+ SR 211, MALATI 38
R SR R IR TR 2 5 B 85 1), Lamond
ST Y e MALATI A B 35945 SR 28 1A 43
A S SR 115 1L ) Pre-mRNA ( B A A i
RNA) 7K, AT e 5 2 5 7 5 s n T3k 5 1Y
Fik,

1.5.2 A 5%#FA#E MALAT1 & 53K Y 3
st AR, 5 B & AR A9 4L 1 H3K36me3 14 ( his-
tone H3 lysine K36 trimethylation peak , H3K36me3) &
NS 5 Mg 2 S — 5, 7E L5 B
P53 N, MALAT] 32238 o {2 i oK H A0 Pe2 %%
ST E2F 7SR TR AL A e 4L B A B B
IR A Z B AH B, DA S AR i 6 R 5%
B H MR F R, B9 A & B MALATL 5
NEAT1 [a]fif 75 — A4 1) ) 36 R A7 ol 1 4R, %
B AN ST B IncRNA 7] GEXT 356 R 326 35 & % 1p [
P, AR LI MALATI 5 LTBP3 ¥ 5%
T 11q13. 1, EATEG R AT 07 B 278 MAL-
AT 7] BRI U 3 A (2 180

1.5.3 %5 ceRNA A= 2011 4F, Salmena
AU AR A TE P N JE I RNA ( competing en-
dogenous RNA, ceRNA ) i, TE& %1 RNA J4%
W2 rp 3 0 T g R4 A miRNA | & 4555 ¥ mRNA
(I HIE T, ceRNA 6 E 28 T LAAE By — Fh 51 22
BT RERE R, KL IncRNA 3'UTR 44 miRNA [
JCH (miRNA response element, MRE) , Hll 6 ~ 8 /Mt
XA BT miRNA 25507 5, REBREIESE,
MALATI 5 mRNA Z [H] #1475 3 [/ ) MRE, MALATI
A DME—Fh W48 537 e 4P 45 & miRNA, #E10
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RAFXT mRNA B9 H1E ,

2 MALATI 5 &E &%

2.1 MALATI 5mE X E#HR G5

FLHA B ko o A58 Ak % A 1) O BB R O P B2 4
LA 3 F T e B A%, IS A B A B B B, 3 B N
B A0 M Az B LA R R A RRAE I AN R 3OA 5% 1
R, S — 245000 T N R AN BRBR T BE . Michalik
S LB MALATL 7 8CA ST 09 A 0 ik 9 i
Yl (HUVECs ) " 235 B 3 L, M UTER MALATI
(2RI 3 S PR AR 45 A s R K] 51 56 ¢ BH T
DI E BE I PN Bz 4 B S B RN 28 (H A 3 5, A
S AT e TN O A T S N A R X NN i D
i siRNA & GapmeRs F-Bt T4 MALATI ik, If
AL P Bz A K ] F (vascular endothelial growth
factor, VEGF) JIIJ4 L& PN BZ 410 i, {5 P 57 2 it i 7%
WA BN, IR R 4878 MALATL 5 148 N B2
YRR AE A 5, X 5 A 40 il s MALATL i 41 g
A3 S Ik /D, 5 e 41 A R B0 9 4 0 45 SR A
gﬁi[%,}}] R
2.2 MALAT1 5zhBkiHEmEL

Shbki A B Ak 3 B Sk I P B B £ 4k 1R S
S| 5 1 LU P S R AE AR Bk AR 95 K i A
T LA P 384 5 R 0 R e 1 2 s LA B A 240 e 1)
TR Z R AR L Arslan 281 ZEAT 560K
Bl bk P BB DT R AR 55 55 % B8 AEL R 1) 20 451 PAT ZE M B0 ik
sk RE B Ak AR 3 v AR A5 IR Bl Bk B B 4 2, R
MALAT1 3R 7E TR Bl ok ot Ao Al Ak B e 4 4 rpr 52
TR, MEEEIERTR I —2L Gt i, MAL-
AT [ 287K 598 AL/ Rk % 53X T
AEA S B T B b it /N S L. 5 A ST A AR
FH—3L, Moreau 130T S gk S DR ) R A R ,TE3
HREA T (4 i K PR Bl koks A s Ak s |5 3] P e 72
s Je 4 RS ks B RELL B K ) & B MALATL 7
Jir R e B P 7 9 7 1) et AR Bl Ik L 434 2 R R R
ik, [A) B A 45 R & B IncRNA HYMAI,
LOC730101 KIAA1656 F1 LOC339803 7t &l bk ski kLA
fepE g At AEA T2 LH, 5
MALAT1 Z5 R E4FAHI
2.3 MALAT1 S5#ER®B MR

B PRI 1 0 L ( diabetes-associated changes of
the myocardium, DCM ) J&$8 B J 95 18 1o AR 15 2L
PO 453493 . A 32 2l Re B 1 55 22 AR AL a5 i O LS
FRITfe & A, R AR AE | e 4R B0 ik 9 K T e

BREAS | 2 ko AR A A R0 28 A K A 0 B AR T X
SUARAE AN B 42 UH PR 5680 B8 i I R 45 HL A TR
FPRER A e W 0038 N R 20 AR AR v 1Y)
MALATI MY S5 M8 RS RAE R, TT#K MAL-
AT ek [RIRE AR T ve I AT S50 P Rz 40 334 5
FE—T T2DM db/db /N RS ) Pant 277 F
H IncRNA & B H AR 7341 X Ee A5 DCM FIJE DCM 1
db/db /NGO LS, KA 1 479 DNERIEH 225,
Zhang %% [R)RE A6 5 JR 5 K BB RS o R AT T BB
543 M, [ RE Sk R L b 2 7 Rk W
IncRNAs, WF5E45 R, MALAT] 7R R K B
W3 FUH,MALATL B9 8 ] DL 35 R AR I K
B Co UL 6L 198 1 T, DA o0 35 40 P s A B0 JUE 3
A, 33X 1T B AR IR F OG0 T BB 1 32 43— Fol o 119
TRIT R
2.4 MALAT1 55X MO BER

PEBER L AMEE B A A B3 F AR ER B H AL
S RAE O HERS ( congenital heart disease, CHD) F
RO RS T L IR B A I sh bk &
Fe(PAH) 9 LA AE R AR B AK . B, R A
AU A W I L3 Bl 7 2 DAPFA i it 45 BE 2 i
PR EZW PAH 19« & hrife” ) (HIL T BE T4 A1
KA N )2 A Az R PR SR A B TE A
FURRTIGER Y A T B O 1 45 AN LR 450 k3 [v] AR
PARR IS ), B B8 S R 5 AT BA B e i 1)
5 CHD &7 PAH AJBEAHOCH) miRNAs, B9 & B T
CHD &3 PAH 41 &8 JLAM A i miR-23a F1 miR-
29¢ FIREEHM CHD 41 8% L, 1 miR-191 3k
WET, /R T miR-23a . miR-191 A 2E~ CHD
BILAAE PAH BRI WibRk o+, BAT, 5T
miRNAs 5.0 L5 ¢ & I BF 78 2 B0 2K =
SFRTERHS  H LT IncRNAs 2/ HE 5500
3 P TR S LA R 3R 6 0 56 PR R REAE A iy CHD &=
R bR AR TR i 2D

HAT,Li %78 713 5] CHD A1 730 G CHD
B /NE % MALAT1 SNPs {ii s 34T T KL 8 43 1
KAGE . T SEIE A A B ™ R B T B o O %
3 MELE R MALATI SNPs:1s11227209 , rs619586 Fil
153200401 , Logistic Bl fNPEREAIAYGE 145 R s,
MALATI 1619586 GG &5 5K 5 CHD A{IR XU {2
FHMF(P=0.01,0R=0.77,95% CI 0.59 ~0.92) ;
15619586 19 AG/GG FE[H RIS AA FEAUAH LL, % 1)
B A XU f 2 A (P =0.011,0R=0.72,95% CI
0.54 ~0.92) , HE, AG/GG K RITE b3 a] [ e 45
A R OB R 5 AA JER RIS
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Z5F(P=0.314,P=0.065) , #t— | H 7 6 & i
7 EEARTT SNPs TIRER &, 1s619586 1) GG S5 Ji:
P51 MALATL i 3R36 . IE45 R 3R] MALATI
15619586 AG/GG £ 3451 J& — B BT 0 A3 &L 1 2 Wi
CHD [ EREY)
2.5 MALAT1 5@k shRkiR L 1O B R
2.5.1 MALATI SNPs 5 &S 9% 56LC3 9% (coronary
artery disease ,CAD) 3= Z 248 Tl {R 3 ik s A 1 £ ol A8
Ji AR Bl ke A8 ik B 2, 5 S00 JIL Bt i g5 4 B
IRBET 5 16 0 Ik 235 4 T Th R i el 2810 eIk o
Jo L7 3 5% — BB W R 1 < bR (A H R
TAHAK A, B2t e, BARZR G, B B R
3 3t ARG X S ISR B A TR . Wang S5 B4
76 CAD ABEHE6GUE MALAT1 SNPs J& 15 5 H B Jddk:
AR, R YA 508 i CAD F15 H TR 562
BIfR R NBE, BFAE T 4 A 20 Y (1811227209
1619586 15664589 , 1s3200401 ) , 1619586 AG/GG %t
HEIAT GG JERIA 5 A% CAD XU AH G (AG/GG Lt
AA: OR=0.66,95% CI 0.48 ~0.91;G & A: OR
0.68,95% CI 0. 51 ~0.90). 427 ¥ & 7%,
111227209 CG/GG . 15619586 AG/GG . 13200401
CT/TT FEH & CAD f & S 1 & oK B AR (P =
0.02.0.04.0.02), M4k, CGCC BfEHI S CAD K
W AR A€ (OR =0.28,95% C1 0. 16 ~0.48) , £JC
Logistic [T /M7 #A%E T 1rs619586 Fll rs664589 Al ff
S CAD () il 37 f& K &K, 15619586 AG/GG I
15664589 C YK A J& [F 1 5 B Ik CAD JRURS: #H 5%
(OR=0.29,95%CI 0.16 ~0.53), XLuss R,
MALATI11s619586AG/GG & R # 0] DL i B CAD f
KA
2.5.2 MALAT1 5 & M.S JLig 58 Ao s
HE(acute myocardial infarction, AMI) J&— Flt = & 9%
R OEALT R TR RO LS R G0 2UE
TEC NIRRT, % 3 IncRNAs A BEAF7E
A O BB B R, TR, B
FTE A IR UE R IncRNAs 7] DAAE S AMI 2 Wt )
PEAG LS B9 AL 0brRic

MALAT1 H Hi#E 4 IncRNAs (1) 8 2 — bt | %}
AMI f =5 B0 B A= B R (L35 O LA 08 T L %
iE RN LR ARG 5 R0 IR A A5 ) A SR
VEFT, Hu 251517 /N AMI A58 | B 98 % 9 M
41 MALAT1 Fl Pten & 33k, miR-320 {R ik, M
ceRNA HLH I iE 52 MALAT1 #] LL/E & miR-320 |
V] Pten BYTEEER 43T, 1M Pten 4& miR-320 AY B #%40
S, UUER MALATIL 38 12 - 240V 1 W BfF miR-320,

/NG AMI T Pren YRR B2 O LA T
Vausort %) 78 — WAL A & Ry 500 A% F
AMI AP M A BF5E T, K BIAEAR LR 5 1> IncRNAs
o S AR S R T (aHIF) (INK4 37 5 5 AR %
fiy RNA(ANRIL) B %A% B A% 2 ( RNA ) KCNQI
B ) 1 (KCNQLOTL ) | /Ly LA BE A 56 % S A%
( MIAT) Al MALATL , UESEFEFRH IncRNAs ik 7K F-
SRR I & A K& TG A 5, MALATL 7E AMI
A A, HAE ST Bedhi Ao LA 2E 5 4k
ST Bt R0 JULAE 58 9 41 Hh 25 AP AE e h 24 (P<
0.05),
2.5.3 MALATI 5% b/ BRERYG W EHI5
UERA O JULER if/ - 7 453 45 (ischemiareperfusion in-
jury, /R) 2 3500 N Bz 40 M) 8 53 5 S0 AH G
JORE T4 | CRE T 23 0 = it 0 LA #4557
FEZ5 A Je AL B Y Blda B A AR (H/R) M v
KB, MALATI #1 Bnip3 T, miR-145 i, HIGi
ISKIEIRIT 515, MALATL % miR-145/Bnip3 il i
FE/NEGOD LA (HL-1) ¥ O sEEH . sesh,
1 63k MALAT1 FI37TER miR-145 2 0] i 3o 34 L e
JI58 S 7] T it ( LDH) g T30 R 200 L o 1ok 33 e SF K
JE RO EAR AP E T . MALATL %F 25K J8 18306 56 4 11
TEC LB L/ P R (I/R) /N B AR 2R SE
MALAT1 7E AMI A 3 FR L 78 /R &R HL]
rh ) AR FH T R I 2 T AR A2 AR R 11 -3 ( NLRP3)
REIMES 5 caspase-1 AT 19 4 5E FAE T4 2 17
SHECONANME AT, SCER Y BT A5 R — 2
78 T MALAT1 ] fig i i 4 5 miR133 {2 i# /R
NLRP3 RAE/MA M FRIL, T8 5L B — T 58 &
L, MALAT1 5 miR-204 7EAE45 A0 5, T LIAE 410
il miR-204 fEH A “ 1485717, i ceRNA HLHI 11
P miR-204 BYF3K 7E /R 372 A 8 in.c L4 it
FIE AL LR . Kolling %8 Al & #L7E I/R
5 h MALATI 9335 W] 1 3458 40 MALATIL 7]
AE 1 R miR-203 ) (R A A0 WLAN i A
FLC LA
2.5.4 MALATI 5 & LA 44k L WLEF 44k 2
— 6 ML A 3 o 08 s g, 0 LI 4 R
SCHR SR T 56 IR 30 ok P 28 32 8 57 /0N B JULAE
AT AEOHUFEFE A2 M4 B3k 2K I (angiotensin
T, Ang 1T ) A0 B A% .00 LAY £F 4 40 fg o, MALAT1 |
JEFN miR-145 T 94, 1M J1ER MALAT1 336 %% X%t miR-
145 3K B4 IR, M T 2 35 0 LA B T 25000 ik
Uiz, IE N A KT B1(TGFRL ) FH
1E Ang 11175 5 BT 4E A 3G A= AT aSMA 3500 JIE A
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Y.

3 MALATI #EO M E&RIZIERHIN BRS

PO I 95 9 R 3 I A Tt B R O 4 i A 2
YERIh E 2 LI T 55 FIE M MALATL, FAA XS
FCELR A 20 AR 5 AN 58 2 A8, HLX T AL A
FE AL TESR R B B, (H R 28 0% 3k o i 78 2 95 1Y
WY ROTAG SR T3 U
3.1 MALAT1 BE R A0 5 B 9% B0 #7 BY & R
)]

FHREA =R 5 R U 00 WS IE )
— LA A o I 5T P A RS L Y
HEIbREY) e — 285 R B e B, A5 O UL
IR = RO VA s = N (14 [ = R 2 S )
FHMbRE YAl 83 38 w0 S B 2 i %, H
T, P Bl A B — G 5 5 AR (%) & J€ |, IncRNA JCEE 42
BEBHIIRR I, 7E 414 5] AMI 34 5 86 i
AR AN JE I PE AT I R 58 E i & B 2R
MALATI1 7F AMI g3 v I 1 5 MALATL /E ~i2
Wr AMI A= b5 i i T TR 64% |, $E 7
MALAT1 BA —& e EYbnicYnite 1, £2m
WFFE AR MALAT1 SNPs 57 45 15 26 005 B 6 06
) K9 5 AT 5%, JE 2 MALATI rs619586 AG/GG
A2 SRR ] Rl — FloBr BT A | TG A B PR S
L9 IR I A bR B
3.2 MALATI AJgE3E S0 MEHERIIETT

{85 Bl kG 1 D Re Bk 5 A5 S5 HOR  MAL-
AT1 AT REIE A 85T WA SR L N 1 ik sl A S 4
DA 38 I 3 T TR BT O L B 1 H 1Y
HHF A ] RE AV A 1 25 W0IR T R A ABATY /5 R
RSP S FILE AR S ) 5250 B AR WTIE R

4 B E

Bl 25 SE R TR o T AE W2 WSS 0 H 2R IR A,
MALATI 7E 88 % A % e v (Ve AL 0 26 75 L 1)
B (AR B 905 v 1) A R AT 5 1 — 25 AF
5%, BRTHOR L Z B UE S 2 B8 MALATL 780 i
BRI R R R s HE A, AR
e anfal SEEL Y, AR T &4 AR PR A R 5 HL
il S 55 B R PR Gy S A5 5 T 1 AN 8 AT A T
HEATIRABIEIE . H A 33X 2 PR X % 157 F 5 35 AS 7
By, it/ MALATI 6.0 LA R & A2 kB vh
FIHLRIBTSE b 452 MALATI I A 57 4 {8 4

GT, AR A SR A
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