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IncRNA MALAT1 i 3) J445 miR-181a
P B SR AR W TR TR b iy L TR 4 1

Hmite', LR A

WE B8 5O UL A AR O R RS B AR G Y
RNA (IncRNA ) #6785 48 56 ili BRI % 54 1 (MALATL) 530/
RNA-181a(miR-181a) 13235 AE AL . 7% oRT-PCR
i 30 ] 2k O WIAESE R (AMI Z1) 1 30 3] e e o e 2
(Normal 21 ) #}JE I H MALAT1 5 miR-181a )ik, Pearson
A ST BT MALATL 5 miR-181a 7£ AMI o A G 5
IncBase 7E£E T £ 4% )22 Tl MALAT1 5 miR-181a 2 [H] i)
AL, IR TR 2 B 5L IR 4R A5 S0 HE AT 96 5 R
A (H,0,) 2B 0 WA AR AC16 270 LA AL 4
AL R IR TR MALAT 334 % siRNA (si-MALAT) F1FA
X IR si-NC e A ACL6 41, IEK 4ni 43 . H,0, Ak
FH(H,0,) 4, H,0, +si-NC £, H,0, + si-MALAT 2 ; CCK-8
TR - 2H A 0 A 384 B 1, TUNEL 25 85 000 40 i 0 T 1 2
Western blot 52566 I 45 25 200 fd H 2 08 12 2 1 24 25~ e 2
2 KA AR E i 3 (cleaved caspase-3) \Bel-2 #H2¢ X 4
(Bax) F T2 B 40 M0k 9/ 162 (Bel-2) 19 3R
BKF, R 5 Normal ZHAH L, AMI 41 Hi 35 MALATI f)
FIRIKTF 1 miR-181a [ FRIKKF-FEAL(P <0.05) , H.
MALAT1 il miR-181a FiKE FMAHK . IncBase 7E4 Wi A4
JEE 0 0B Y 3% ol PR 4 5 5 4 3R W] MALAT1 W] $8 ) 37
# miR-181a Fik ., 5 H,0, 414t ,H,0, +si-MALATL £ 41
Ji03% J3 7t & (P < 0.05) , TUNEL FH MR FEAK (P <0.05),
cleaved caspase-3 il Bax ik 7K [ (P <0.05) , 1M Bel-2
MK TF-FHE (P <0.05) ,H,0, +si-NC 2H 4 T 1 i ok 72s
(P>0.05), 5 LncRNA MALATI 7£ AMI &% ik}
15, P A ) 410 ) miR-181a {2 F 42010 B 380175 52 1900 JUL 40
M5 4%
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& PE O WLAE BE (acute myocardial infraction,
AMI) & —Fh DLRR 2L ™ 5 1.0 LR I e 512 10 L
PRBE AL A Bl O TSR o AR, R
ILITE AMI B AR R Jie v L 2 B A, AN
REAS 5200 Co LA B P9 55 2 7R, 38 R B RL IR
R P 7 ) AP A A I W7 5 ) A2 461, 9 T 5 S0 4
MR s e =P T R AT DG BRI ) 1 (me-
tastasis associated lung adenocarcinoma transcript 1,
MALAT1) 2 —Fp 55 E 449 RNA (long non-coding
RNA, IncRNA) , fe W)/ Sy il s 52 7% 1) LIS s 5
K, WFFES Y W MALATL 78 2 i il 41 41
HE ek, I BT P A4S i)y RNA-181a( mi-
croRNA-181a, miR-181a) fF N 1) Z Ff miRNAs =5
e A0 M B A T TR AR AN RS A AT
o BEHN, MALATL a3 it 545 9 B 40 i Th E | 1 &
AR R AR LS R, 25 2 RO IR 9 1 Kk
JET I, T B 7EIRIY MALATL £ AMI 2
H RIS HE AT O LA 1 S Ak I R T
HE—2 45 7 MALATL X0 ILAH 463 093 1 A O 4
BL , LU B MALATL AR 23655 AMT AR )48 f R
EAE

1 HB5H®

1.1 ##

1.1.1 16 ARAEA KRR EE 2021 45 H—2022
4£10 H 200 B RO 5 TR R B2 B O I AE N R
HEAT TR Bl ik 1 52 A LATEAL B 98 19 30 f51] AMI f5 %
130 5] gkt SR 114 (AR AG: 25 1) MLV AR AR o 65 o8 R g i
PR ORI ST Brok A g LS & A T & & LA
BRI ks s 25 Rtk AT AML 21, 40 ABRTE N «
D AMI 4B E T4 4 AML 2 WibrE; @ W4lkE
Il R TE R, HO A S IR 5% J5 1 S B 1 015 (7]
Bo HEBRARE: @ &A™ BB TR s
LA O U e RO & s AR RS
P 3 Q A M s S # B 72 h N
ZHBEEA IR E @ RIS B H M H K8 F1E
[ o IO R ki 7 ml, 1 500 r/min
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B0 10 min R R , BR-AF T -20 C TR RIS
Sl . AR B BE AR AR5 Tk 8 B B 2
R P DL it (W i XTYK2021-37 ), i A AR 2
BB A R S o

1.1.2 i &4 £ 2850 AOJL41HEH AC16
W A b R R A R A R B (175 TK2074) 5
DMEM K356, - % IR G0, 6 4 s (6
Gibco 2\ H], 85 10704022 , 10335516 , 10403725 ) ;
UUBR MALAT 3K siRNA (si-MALAT) F1 B 14 %) 1
FF4 (si-NC) |, 158 FE35 58530 ] miR-181a (1) miR-181a
mimic 1 miR-181a inhibitor Kz HLBH X HE ¥ 41 miR-
NC, WA R GEAS Y MALATL F B () NS A=)
FARF BR A #], 525 SIGS0010925-1 , SIGS0016181 -
1. SIGS0017642-0 ., SIGW0026531-1, SIGW0026530-
1) ; 40 B3 806855] & (cell counting kit-8 , CCK-8 ) iz,
& (£ [E Abcam 24 7], 535 :ab214730) s RNA 42K
B F A o B AL A (hydrogen peroxide, H,0, ) | J7 ¥4
SR A & (R R AR AR A A, 525
DP209 , DP015 , DP1129 ) ; Lipofectamine 2000 iz 5
(£ Invitrogen 24 1], 57°5: A24019 ) ; — g ik T iR
( bicinchoninic acid assay, BCA ) & [ 4 3 7] &1,
DAPT 350, 25 F B ) 50) A1 RIPA 22 vhif (B 7R3
SREYEAREGRA A, 575 C11573,C01824 |
C11206 ,C13739) ; 4470 B 4 itk E2 96/ 9 1M -2 ( B-
cell lymphoma 2, Bel-2) ,#i Bel-2 #1356 X & 4 ( Bel-2
associated X protein, Bax) , §iT LM KU 2K B & R K&
FAMRE H B 3 (cleaved caspase-3) A1 GAPDH i {&
(RN = EY B ARG R A, 585 : 10119-1-AP
24197-1-AP ,02197-1-AP . 21495-1-AP) . HRP #3ic
B LU 2EF 5 IeG, SYBR-Green qRT-PCR &7 &, 4
s ECL R & (Lt Z R ERHCA IR A, 185
P805 . P316 ,P720) ; Triton X-100 37 ( b &% #f 22 3k
YA A BRS A, 52°5:9002-93-1 ) ; TUNEL 3£ 5]
& (F 1 Roche 2% 7], £25:900127 ) ; pmirGLO Jii
KL, 5¢ 6 R B R 48 (36 [ Promega 24 H], 575
E2269 .G7901) ,

1.1.3 £2H8&E BHIIES (£ Thermo 7],
#1455 :51029704 ) ; BE e HL UK X . gRT-PCR AR ( 3£ [
Bio-Rad 2% 7], % 5, X005-1, 105 ) ; 3 =X 41 fifg 1%
FACS-Calibur (3£ BD 24 #], %5 FACSC-11 ) 5 4
DGR I (R A o A A AR A R A F] RS
752N) 5 % 6 B B ( H A Olympus 24 /], B 5
C7Z51)

1.2 ik

1.2.1 R IE S A R B S 10% G4 1 1E
1% % - 555 ZK ) DMEM 5537 548 37 °C 5%
CO, M FRA h 537 AC16 i, R H,0, 4b 3
AC16 20 57 Co JUL 200 B S A D s Y s FHAS ()
W (0,50 150 F1200 pmol/L) ¥y H,0, 4b3 AC16
AL 12 b DL % fe A BV B . SR FH I I H 1) 3
FELDFE R E (200 pmol/L) i H,0, ZbFE AC16 4 i
0.4.8 F1 12 h DA fe (40 J ] .

1.2.2 @i Anm BUERKIRES R ACL6
YA 5y A IE H BE SR B IR (etl) 41, H,0, Ak 3
AC16 4 s (H,0, 41) , H,0, 4b¥ %Yy si-NC 5§ si-
MALAT Zfi}fa ) H,0, + si-NC 411 H,0, + si-MALAT
44 ,H,0, b7 si-MALAT 1 miR-NC 5% 34y H,0,
+si-MALAT + miR-NC #H, H,0, #bFf si-MALAT #I
miR-181a inhibitor %% 4L 1) H,0, + si-MALAT +
miR-181a inhibitor #1, #f si-MALAT 5{ miR-181a in-
hibitor K HAH R (9 B M%) B8 511 2 % Lipofectamine
2000 2500 6 W 5 L Y A i b, B 0L 24 h J5,
200 wmol/L () H,0, Zb3H AC16 4l 12 h, )5 #6417
S SR

1.2.3 qRT-PCR # i MALAT #= miR-181a #4 % ik
K 4% RNA 2 G G vl ] 43 7 R B 4
BE MG FR&2H ACL6 ZHMH 1 RNA, R
I3 RETHAE 2607280 nm LB TN ER I RNA 1Yk
FES AR, R sk iR G0k iR RNA 3 4% 5
}7 cDNA, Fi% ] SYBR-Green i 7| &4 qRT-PCR
SR o Lh GAPDH (U6 NS, 2 -8 I ik Ay
DAL H MALAT F1 miR-181a (13835 . ABEFE i
5P sames 1 PR,

&1 RT-PCR3|#F7

HN AP FIYFHI(5-3")

MALAT F:GAATTGCGTCATTTAAAGCCTAGTT
R:ACGUGACACGUUCGGAGAATT

miR-181a F:GGGAACATTCAACGCTGTCG
R:GTGCGTGTCGTGGAGTCG

GAPDH F:AGGTCGGTGTGAACGGATTTG

R:TGTAGACCATGTAGTTGAGGTCA
U6 F:GCTGGTGGAGCTGAAGAATG
R:GCAGGTACTTGATGGTGCTG

1.2.4 %AABERES RS (U7 IncBase 764
) %5 4% FE ( hitp ;//diana. imis. athena-innovation.
er/DianaTools/index. php? r = IncBase/index ) i il
MALATI 5 miR-181a Z [A] W] BB 45 5 1 w0 AR
5% MALAT1 5 miR-181a Z [H] AYAHICHE , #4474 AL AN
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G MALATL | Be3il4d A pmirGLO BURz Y Nhe
I F1 Sal T 22 J&], faj /K MALATI-WT F1 MALAT1-MUT,
H¥ H 5 miR-181a mimic 8% miR-NC Jh 5 v A
AC16 4, Y 48 h J5 2L A, FH2E0 R B4l
M R GRS 41 AC16 4 rh e G R EHE I
1.2.5 CCK-8 Hmmiagsas s Hsdl AC16
A, e 2 x 10°/FL 3D & 96 FLAR H, B F 37 C.
5% CO, WEFRAIE 24 h J5, BALIMA 10 pl 11
CCK-8 17, 4k LW & 4 h J5 , 724366 T 450 nm
A 5 LG FE (L

1.2.6 TUNEL x4 e 8 == HU4541 AC16 41
g, %3 0. 1% Triton X-100 37 1 20 Bt 4% 85 A, $c Ba
TUNEL 355 & 5 B 4507 ¥ A TUNEL 125,37 °C
HWEGIEE 30 min J5 A DAPL R Yed% , RO
BT S min 5 2E96 R BB F LTI AR5
P FHARE, TUNEL FH P 48 fd % = TUNEL 3% £ [
YRR AR K x 100%

1.2.7 Western blot 52354 8 T=48 % & & Bel-2.
Bax #= cleaved caspase-3 % & & HU4$4 AC16 ZH
Jt, SR FH 2R A T 410 ol 700 F RTPA 2% v 8 12 U440 i /9
SAEE . BCA A I 3R] & ki 2 ik i, A
FH SDS-PAGE Rt 25 FIAE S AT 20 B9 e e 78 2 R A —
WMOARNE L 5% BLRR W BT HUIR S I ARG BE S5
H—$T, Ef& R Bel2(1 : 2 000) ,Bax(1 : 2 000),
cleaved caspase 3 (1 : 1000)F1 GAPDH(1:5000),
4 CEFRE, I HRP FRic i 1L Hi 4 TeG (1
210 000) fE =i, il T E 2 ho o RAIIG R
T ECL 300 G 7E BRI R R S8 HEAT W5, Tmage]
AT 25 IR AL

1.3 ZitxE43E X GraphPad Prism 7. 0 {4
BTG 0T . T s S AR = ARifE2E R
PAZH 8] OBl I ST R A ¢ A 30, 22 40 1) LR
ARy 20T, A AL HU AR LSD- £ 56, P <

0.05 2 A GETT 1 o

2 #R

2.1 MALATI1 5 miR-181a EAAZXEF R
KIERBAEEMESHT  AMI 41 F B 4E R (55. 10 +
4.22) %, B/4r = 19/11; Normal 41 () 3 ¥4 4F 5
(56.24 +3.59) %, B/ =20/10, T4 # 14
WA 3 bL ) 5 T ) 25 e e Gt i (=
2.46 3.52,P =0.55.0.71) , qRT-PCR £ il £ 5 &
78,5 Normal ZHAH [, MALAT1 78 AMI #H & % ~p &
MAEA IR KF-TH i (1 =33.57,P =0.019) , 1M
miR-181a [ ik 7K V- FEAK (¢ =22.68, P =0.036)
(EI1A B) . FHICIMHTHISES R IR 78 AMI J835 515
MFEA H MALAT1 263K Fl miR-181a 383K 5 6 A 56
(r=-0.605,P <0.01) (K 1C), LiRZEFFE B,
MALATI 1 miR-181a i[5 5 AMI (¥ &6 HLH
2.2 H,0, 3L A MALAT1 #1 miR-181a
FRiEFFM  qRT-PCR 25 R 7R, 5 0 pmol/L
HAH L, TEA R H,0, 4L3F, AC16 41 it h
MALATI (335 7K - BH 3 7t sy, L 52 v 38 R B |) 4
Wik (F =73.09, P <0.05), H>4 ) 200 pmol/L
H,0, AbFE AC16 4 it , MALATT 235 7K 75 T
B (F =63.29, P<0.05) (& 2A .B), i ACI6
A b miR-181a BRI P FEE H,0, Ab3ivk e
LI R] A 3G 0 S BRI A (F = 55.60, P <0.05)
(2C.D),

2.3 MALATI $8[584= miR-181a %% Inc-
Base 7E £ 150 I 4% & $00 4 7% , MALAT1 5 miR-
181a Z[AIfFTEYRTESS G AL (B 3A) o WO Rl
BRI e g g R o, 5L L miR-NC A1 MAL-
ATI-WT [ AC16 ZHAfLAH H , J:%E %4 miR-181a mimic
FTMALATI-W'T (%) 241 Jifd v o 5t 28 i 7% P R AIK (LSD-
1 =3.41,P <0.05) ; fi#5 Y¢MALAT1-MUTJ5 , $t:4%

A B C
zAr * o % 2,07 =-0.605
~ N % P<0.01
3t M 3r X sk
® & ,
=2 =20 . Z 1o}
E 1r z 1t E 0.5F
foun) 24
2 0 1 1 E 0 1 1 E 0 1 1 1 )
NormalH AMIZH NormalZi AMIZH = 1 2 3 4
MALAT 1 X} 32 35 7K 7

1 WHEZIXEH MALATI 5 miR-181a RiEKFH LR IR AMI 25 MALAT] 5 miR-181a {1HX R
A B:qRT-PCR £3il] MALATI # miR-181a TEPIEH 21X Y IA KT ; € Pearson FHICPESM T 43T MALATI 5 miR-181a 7£ AMI Hr i 4H %

;5 Normal 2 L5 : * P <0.05
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Jt miR-NC B{ miR-181a mimic {2 g ¢ 6 2 B 15
WS ITLGE T2 X (LSDt=1.67, P >0.05)
(Bl 3B), gqRT-PCR il 45 R 27w, 5 el HAHLL,
H,0, 41 .H,0, +si-NC 17l H,0, +si-MALAT1 41
MALATI 325534718 (1SD-1 =44.59 27.31 30. 15,
P <0.05) i miR-181a FiK 4R ME(LSD-t =11. 26 .
19.83.10.34, P <0.05) ; 5 H,0, 414 I, H,0, +
si-MALATI 41" MALATI 223k (LSD-t =38. 60,
P <0.05) ,miR-181a 35T} & (LSD-1 =71.25, P <
0.05) ,7 H,0, + si-NC 21 MALATI 45 miR-181a
FERITCHA Bk As (LSD-t =1.29 .2.25, P >0.05)
(BI3C. D), EaRSCge g5 R R, fe .0 L4 i
MALAT1 AJ#E ] 845 miR-181a FEik
2.4 T MALATI1 3t H,0, #5890 4R35
9N CCK-8 WLk Z5 R W, 5 ol AL,

H,0, 41 .H,0, +si-NC 41 fil H,0, + si-MALAT1 4]+
AC16 41 g (% 40 M 3% g 34 B IR (LSD-t = 36. 71
27.35.7.29,#] P <0.05) ; 5 H,0, 441t , H,0, +
si-MALATI 41 2 Jfd 3% J F &5 (LSD-t = 6.74, P <
0.05), i H,0, + si-NC 41 JC W & 2 7% (LSD-t =
0.52, P>0.05) (&l 4), TUNEL 055 goR, 5
ctl ZH M Lk, H,0, 4H . H,0, + si-NC 24 #1 H,0, + si-
MALATI1 26+ AC16 4 Jifd 1) TUNEL [ 4 2 25 38 i
(LSD-t=20.12,17.48 44.10, P <0.05); 5 H,0,
AR, H,0, + si-MALAT1 4H i) TUNEL BH M %K [
K (LSD-t =13.19, P <0.05) ,H,0, +si-NC Z{ JGHj
WA (LSDt =2.17, P >0.05) (& 5) ; Western
blot £ R R, 5 el ZHAHEL, H,0, 41 .H,0, +
si-NC ZHF1 H,0, + si-MALATI 24 AC16 48 i 42 4
T- #& M cleaved caspase-3 fl Bax 3 ik 7K - ¥ T 5

A B C
X 5r ok < 6 o 1.51
3 LI -
N 4k A\ #i - %
s o 4 - Lol —T
;‘HE)" 3k * 'Hiﬁ i w
2 = # = *
-»% 2k T -i% T .% T
= €L = 2t S05¢ *x
< L= < © T
— 1 — — ok
< < ~
=0 =0 E 0
0 50 100 200 0 4 3 12 0 50 100 200
H,O,(umol/L) i fil(h) H,O,(umol/L)
E_ 151
9 2 FRERE H,0, 432 % 200 pmmol/L 7[R 8]
~N
ool = H,0, %32 T 04 R MALATI 71 miR-181a 3%
i*f A C:qRT-PCR ¥l A Rl & H,0, 4bHT ACL6 ZijifiH MALATIL 1 miR-181a 531k /k
2%
= " ;B .D:qRT-PCR #:il] 200 wmol/L H, 0, 4bHEA [F] At Al A AC16 4Ififd# MALAT1 1 miR-181a
=0.5F T . N
% # M2k ;50 pmol/L A : * P<0.05, * * P <0.01;55 0 h Hd: "P <0.05, %P <0. 01
- #it
o~
E 0 [
0 4 8 12
N 8] (h)
A B 5 COmiR-NC4l C
| s miR-181a mimic4l : ok ok
o 3 T T
= 1.0r wo4r
R oy *
K & Z ==
= 0.5 ET
B 5
0 =
MALAT1-B7E 820 MALAT1-58 487 40 a b c d
D
}:‘_ 15 r
¥, B3 MALATI $E[@i#= miR-181a FiXMHHFNEH ACL6 ZHAEH
fé Lok—L MALATI1 5 miR-181a bt %
= * A :IncBase 7548 I 2 i MALAT1 Fil miR-181a [l AE 25 4 0 153 B B8 YL 2
S05¢ " s S H kI MALATL 5 miR-181a BFE 6 2 ;€ D qRT-PCR 451441 AC16 4 i MALATI
o0 k%
0 I_‘I‘_| |l| M miR-181a ({535 7KF-sazcetl 415b:H,0, 4l;c:H,y0, +si-NC 41;d; H,0, +si-MALATI 41; 5
E 0 ALY miR-NC I MALATL-WT (40 L4 4P <0.05; 5 el ZH %S * P <0.05,* * P <0.01;

5 H,0, % *P <0.05
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1501
S
X100 an
E i
T
2 50r l ok
=t 1T I
0
a b c d

E4 FEOUMMERIEIETE IR
azetl 4;b: H,0, 4;¢:H,0, +si-NC 4{;d: H,0, + si-MAL-

ATL 4 5 el 4% * P <0.05,* * P <0.01; 5 H,0, 4 [lL4%:"P

<0.05

(LSD-t =38. 64 .20.41 41.73.22.10,10. 52 ,14. 23,

P <0.05), Y T- 40l 8 1 Bel-2 193K K FEAK
(LSD-t =13.1413.49 7.59, P <0.05) ; 5 H,0, 41

a b c

TUNEL

DAPI

Merge

FHEE, H,0, + si-MALAT1 ZH ¥ cleaved caspase-3 Fll
Bax 75 [ £ 15 /K MK (1LSD-t =26.05.19.41, P <
0.05), 1 Bel-2 19 & M 35 Kt (LSD-r =
15.22, P<0.05) ,H,0, +si-NC 4+ [R5 [ 35
¥ICH B A (LSD-1 =1. 17 0. 62 2.58, P >0.05)
(E6) ., FiRgRAE/RUTER MALATL 7] DL 431 i
H,0, EFT AL WL M 353453

2.5 )%l miR-181a 3T % Xf T i§ MALAT1 7
H,0, FS /O ALARB G P IER 5ol 4
FH, 7 Y% miR-181a inhibitor [¥) AC16 £ g H miR-
181a [ ik /K &AL (LSD-t = 16.49, P <0.01),
MM 4% miR-NC 1) 41 i miR-181a [} 3R A 7K F- 2
TG L (1SD-t=2.10,P >0.05) (E 7A) .
5 etl UM L, H,0, 40 . H,0, +si-MALAT1 41 . H,0,
+si-MALATI1 + miR-NC 41 fil H,0, + si-MALATI +
miR-181a inhibitor 41 H' ) AC 1 6 41l fifg 7if 1 2 B 1%

d

501 % * %
< 40t T T
#H 30F
juny *#
520- T
5 101
=

0

a b c d

BS5 KAOCHMAMABTHLEE x400
azetl 41;b:H,0, 41;c:H,0, +5i-NC 41;d: H,0, +si-MALATI 41; 5 ctl 41 H#: * P<0.05,* * P <0.01;5 H,0, 4 H4:"P <0.05

8
a b c d
7
Bcl-2 5 6
X 5
P
Bax Jé 4
® 2
= 157
cleaved caspase-3 fi=$
a 1.0
-
GAPDH 0.5
0

=

[ d

HE g

|:|a -b

*E g

i
skak kK

Bax

Bel-2 cleaved caspase-3

EH6 KAMEFFHTIHEER Bel-2.Bax 1 cleaved caspase-3 & [ &%k FHI L
asetl 413b:H,y0, 4l;0:H,0, +si-NC 41;d: Hy0, +si-MALATL 41; 55 ctl 4LF04E: * P <0.05,* * P <0.01;5 H,0, 41 H4E." P <0. 05
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(LSD-t =19.11.8.64.7.94 .20.73,P <0.05), ffii
TUNEL FHPE % 2 7 & (LSD-¢ = 19.30.9. 12 8. 26,
17.18, P<0.05) ; 5 H,0, HAH 1, H,0, + si-MAL-
ATI 410 H,0, + si-MALAT1 + miR-NC 4 4 41l g 1%
F171E (1LSD-t =8. 64 8.43,P <0.05) , TUNEL [{%
AR (LSD-t =7.72.8.10, P <0.05) , H,0, + si-
MALATI + miR-181a inhibitor 2 2% 5% 45 11243 X
(LSD-t=2.27 1.28, P>0.05) ; 5 H,0, + si-MAL-
AT1 41 H.,H,0, + si-MALATI + miR-181a inhibitor
2 40 M3 J9 R A% (LSD-t =9. 84, P <0.05) , TUNEL
BHE % T 5 (LSD-1 = 10.36, P <0.05) ,H,0, + si-

Als5r
B
%
Ko —L T
g
=>4
=
<
o 0.5 *k
é — —
g

0

ctlZH. miR-NC%4 miR-181a inhibitorfH.

MALATI + miR-NC 41 22 5 To 48 1% 5 3L (1SD-t =
1.15.0.29, ¥ P>0.05) (& 7B .8) ; 5 ctl ZHAH L,
H,0, 41 .H,0, + si-MALAT1 44 H,0, + si-MALAT1
+ miR-NC 41 fl H,0, + si-MALATI + miR-181a in-
hibitor 21 20 i 77 cleaved caspase-3 Fl Bax %K [ # ik
K ¥ TF 5 (1SD-t = 13.04 . 8.51.9. 60, 12. 46
12.25.7.14 7.19.12.90, % P <0.05) , Bcl-2 f§3&
SKIKREAG (LSD-t = 12. 16 7. 24 8.72 13.29, 34 P
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LncRNA MALAT1 promoted myocardial cell damage in oxidative

stress models by regulating miR-181a
Zheng Lihua', Wang Siyao’, Li Peng'
(' Dept of Cardiology, *Dept of Endocrinology, The Fifth Affiliated Hospital of
Xinjiang Medical University, Urumqgi 830011)

Abstract Objective To investigate the expression and mechanism of long non-coding RNA (IncRNA) metasta-
sis-associated lung adenocarcinoma transcript 1 ( MALATI1) and microRNA-181a (miR-181a) in a myocardial cell
oxidative stress model. Methods The expression of MALAT] and miR-181a in peripheral blood of 30 patients with
acute myocardial infarction ( AMI group) and 30 healthy controls ( Normal group) was detected by qRT-PCR.
Pearson correlation analysis was performed to determine the correlation between MALATI and miR-181a in AMI.
The binding sites between MALATI and miR-181a were predicted using the IncBase online prediction database and
validated by dual-luciferase reporter assay. An oxidative stress model of myocardial cells was established by hydro-
gen peroxide (H,0,) treatment in AC16 human myocardial cell line. siRNA targeting MALAT1 (si-MALAT) and
negative control siRNA (si-NC) were transfected into AC16 cells, and the cells were divided into H,0, treatment
(H,0,) group, H,0, + si-NC group, and H,0, + si-MALAT group. Cell proliferation activity was detected by
CCK-8 assay, cell apoptosis was assessed by TUNEL assay, and the expression levels of cleaved caspase-3, Bel-2-
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associated X protein (Bax), and B-cell lymphoma-2 ( Bcl-2) were determined by Western blot. Results Com-

pared to the Normal group, the expression of MALAT1 was upregulated and the expression of miR-181a was down-
regulated in the AMI group (P <0.05) , and there was a negative correlation between MALAT1 and miR-181a ex-
pression. The IncBase online prediction database and dual-luciferase reporter assay results had proven that MAL-

AT1 could target and regulate the expression of miR-181a. Compared to the H,0, group, the H,0, + si-MALAT
group showed increased cell viability (P <0.05), decreased TUNEL-positive rate (P <0.05), decreased expres-
sion levels of cleaved caspase-3 and Bax (P <0.05) , and increased expression level of Bel-2 (P <0.05), while
the H,0, +si-NC group showed no significant changes (P >0.05). Conclusion TncRNA MALATI expression is
elevated in AMI patients, which could promote oxidative stress-induced myocardial cell damage through targeted in-
hibition of miR-181a.

Key words MALATI1; microRNA-181a; acute myocardial infarction; cell apoptosis; cell proliferation; cardio-

myocyte injury



