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Non-Coding RNAs as Biomarkers for Acute Myocardial Infarction
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China)

[ Abstract] Acute myocardial infarction( AMI)is one of the diseases that seriously threatens human health. Early accurate diagnosis and

timely treatment can significantly reduce the mortality of AMI and improve the prognosis. Non-coding RNAs ( ncRNAs) are RNA that can

transcribe but don’t encode protein,and have been proven to be effective biomarkers for various diseases. Recently, studies have shown that it

is also the most promising new AMI biomarker. Therefore ,we summarize the latest discoveries of ncRNAs as AMI biomarkers , and focus on the

diagnostic value of these ncRNAs and the potential for evaluating prognosis.

[ Key words] Non-coding RNAs; Acute myocardial infarction ; Biomarker

S M0 LA ZE (acute myocardial infarction, AMI)
S TR B K A Y S ™ 2R A W Y A N E
FREI Z— o AT R, Sr R BE O R BUA A
TRYT I AR B BRI AMI S8 25 1 0 B8 56 0T ok 38 1
J& o SRMIFAEITA AMI B 44 4 7 M0 v (B el 28
LI 5 s R AR AR 25 57 K, S 3RO S i R g
KEHZW . B, B0 R Wbs kY e
B AT I B AR R s AU AMI, DA TG 46 o B 22
B AT

H 1954 4 Karmen &3 AMI 5 KA TR FE Al
(aspartate aminotransferase , AST) T} & 22 J& , AT 0L
PR B ERZ MR IR o FEE TR LAEH,
WLFZ 1% B ( creatine kinase, CK) . 3L g it & i (lactate
dehydrogenase , LDH ) F1fiJL & i /i [7] T_F ( creatine kinase
isoenzyme , CK-MB ) AHZ4kY & B, {H 58 A LA I 5
M5 CK 5 LDH [AlFEA s, AH 2 T, CK-MB F 4K

EEWA : EK AR 54 (81672084 )
BIS1EE : XFH U, E-mail ; gxi0451 @ sina. com

A SR (B RS s L
58 M (cardiac troponin, ¢Tn) (1 H B 25 AT R,
FH B USRI S0, WHO $8 R f2 HAE A AMI 1Y
ﬁi_i%hu% HBEAEE4FE L)) 3 (heart failure,
HE) A8 B e AN 22 h 2 th B e BLAEAG 36
Efjﬁé‘iﬁllﬂﬁk@ ~10 d) , F77EC WL SES Wi 22
fRIEE R, R SR I 52367 AMI kR,
AT BEAR D U2 K AMIL,

B4 S RNA (non-coding RNAs, ncRNAs) & 5 A
FILHLH 90% L I, e sk AR gt & 1 BT RNA, 3k
IR W] ncRNAs 7528 2 M vh A& 45 22 ¢ 2
B AE T, ot i RNA (miRNA) | K 6% 3E 9 5
RNA (IncRNA) FIFR MR RNA ( mrcRNA) HE B RTEO
MAE R BA LW A, Wik, EHF 8T
ncRNAs 1E28 AMI 5 75 9 1) f o8 & B, I 88 T3
ncRNAs BB E RIS TS A9 1 o
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1 miRNA 1 miRNA 4 miR-208a .miR-499 miR-133 I miR-1"*,

miRNA JEiEAL b s RSP R AR g i RNA(K BRSNS R BLZ AP miRNA 5 AMI 2 Wi AH G,
JE 19 ~22 bp) M6 mRNA B R RS B E E AR R B B AMI AR E Y 0
PSR FA B AMIZEMIER Y IR miRNA(Z 1),

®1 2MO0NAETEBTEME miRNA 5754

miRNA FHE AUC/OR(95% CI) S35 3Rk
miR-1 5 AMI Ji5 . LS 1 (4 A5 B AT G 0. 80 (2]
miR-133 SR E R AT G 0.90 (7]
miR-133a/133b [X 4 STEMI 5 NSTEMI 0. 58/0. 56 [2]
miR-122-5p/miR-133b WU STEMI J B 5 AN B 14 1 fs 8 1.52(1.10 ~2.08) [8]
miR-208 T 6 A~ A NAET % 0.72 (2]
miR-499 SN FIRN 2 EPS 0.88 [2,9]
miR-16 i AMI J& /20 E T RE 15.90(2. 63 ~95.91) [10]
miR-27a U AMI J5 220 2 g 4.18(1.36 ~12.83) [10]
miR-101 ( F&) T AMI J5 420 2 DI g 0.19(0.04 ~0.97) [10]
miR-150 () T AMI J5 220 % D) hE 0.08(0.01 ~0.48) [10]
miR-21 W UAP 0.89 [2]
miR-21-5p B i P 2R A 6 0.98 [11]
miR-361-5p Syl A A 56 0.91 [11]
miR-134 [X4 STEMI 5 NSTEMI 0.72 [2]
miR-221-3p [X.4 STEMI 5 NSTEMI 0. 88 [12]
miR-328 LW AMI 0. 87 [2]
miR-486-3p miR-486-3p/miR-191-5 (& A2 Wi AMI 0. 86 [2,13]
miR486 [X.43 STEMI 5 NSTEMI 073 [2]
0. 78 (NSTEMI)
miR-124 T E A 0 R 75 58 4 BH 2E 0. 86 (2]
miR-30a 5 AMI 5.0 S 54 % 0.93 [2]
miR-30d-5p [X4% AMI 5 UAP 0.92 [2]
miR-150 [X 4% STEMI 15 NSTEMI 0.68 [13]
0.73 (NSTEMI)
miR-181a 27 AMI 0. 83 [2]
miR-25 27 UAP 0.74 [4]
miR-25-3p [X 4% STEMI 15 NSTEMI 10-FC [2]
miR-145 T AMI 5 3 390 0.71 [14]
miR-155 T AMI J5 0 U SE T XU 4-FC [4]
miR-380 TN AMI 5 0 JEPEFET XU 3-FC [4]
miR-146a T AMI J5 220 2= M fg 0. 82 [15]
miR-34a T AMI 5 220 2 D5 O IR PEFE T XU 4.18(1.36 ~12.83) [16]
miR-1291 [X 4% STEMI( F[#%) 5 NSTEMI 0.70 [17]
miR-663b [X 4% STEMI( |- F}+) 5 NSTEMI 0. 61 [17]
miR-126 ( F %) 1E SAP UAP 5 AMI i vk FAI% 0.72 [2]
let-7h ("R FE) 25 AMIJ5 O I S RE 1 I8 15 0. 86 [4]
miR-423-3p TH & CAD 0. 81 [18]
miR-126-3p LW AMI 0.99 [19]

TE: AUC: MZE T IR OR Al 34 1L s CT . A5 IX[R] s STEMI . ST Bty & 0 WUESE ; NSTEMI 4 ST 4 5.0 WURESE s UAP . AT B0 200 5 SAP B s 2l
DU FCAERUE AL ; CAD LR
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1.1 miR-483-5p

Li 22 fF g % B, AMI 36 3¢ miR-19b , miR-
223 Il miR-483-5p 7K BH & 7 57, #E foe )00 WLIILAS 22
i 1( cardiac troponin 1, c¢Tnl) P44 H Mg A E<3 h
BEAL AMI G5 P iz W i (B8 v [ i 26T T AR (area
under the curve, AUC)=0.81.0.76 f10.78 ], 5 ¢Tnl
4545 AUC 2 0. 92 iz WF 7R B X 26 miRNA AJ 95 b
cTnl FIIZWHEG . Hao 257" FRE L B AMI A% miR-
483-5p i , IR ARSI LI T I miR-483-5p i it 42 )
MAPK3 3 /b fife 480 55 5 19 N0 L0 B 452 4, i S F¢
miR-483-5p 12 AMI A3 W T TE IR R, B 75
HE— LSRN VR T, (HZ 0 58 R W 30 i) miR-483-5p
B MAPK3 [ B R mT REJE — RS TE Y AMI R
1.2 miR-208

miR-208 fJFF miR-208a A1 miR-208b, &0 Ik 457 7
P miRNA . BFFE 3B AMI B 3 48 J8 1 7 miR-208 &
RSN,z R R T Tl BYEUEME(90. 9% ) Fiky
SEPE(100% ) 2 phAh, FE e E Sl AMI B 35 0
BRI S miR-208a, (HTE AMI AR5 4 h R
ARG 3 5 [FAEAE S Bl AMI BEAY rh | SR 3 Jik A 2E R
J&i 3 h miR-208a BT 3k 2 i {F (3 i 50 A5 2L L) , 2l
F12 R HARAAE Tl 13 THE Z 0, 36T AMI 1)
2 B A 28 X, 3R 78 miR-208a A cTal
(I AESR % Devaux 4558 5 1 000 9] 1y
BASIIF 5L 52 i F8 IR PR miR-208b 14, 5 e B
Xf B ZH A0 AS £ 5 B0 48 (unstable angina pectoris,
UAP) M HL, AMI 3% B 7R 36 miR-208b 7V 1 35 T
(AUC=0.85) ,HIZWi AR T ¢Tnl,
1.3 miR-499

A BF5E % B 200 5 Bk 25 5 iE (acute coronary
syndrome , ACS) 3 (fu$5 AMI F1 UAP) #G#F miR-499
IR B E N, AR 3 h N ACS RYZ IR AUC
o 0. 89 5 FE R Fl AMIRERY hf  BiLif 3% miR-499 ) 7K
SER AN A, miR-499 IR Sk IR BN ik
PR B T AR B0 WUB M A FE AR o R
AMWFFE I, 70 WA rh miR-499 58 i # ] SOX6
B S A I 5 5 N 1 1 R o 0 N
e LA 5B miR-499 AN {H A] R Sk 118 1
PRy, e T REVE BT A, MeAh, R84 3E ST Bt
a5 0 LA FE ( non-ST segment elevation myocardial
infarction , NSTEMI ) £ 2% 41 J& 1fi tf miR-499-5p 14 7K °F-
W8 FH i , 3R HAT I IR NSTEMIY o 53 45 B 5
RIAE AMI J5 2 h 8% Il 3% H miR-499-5p R & 7t
B XML R, eTal MIH, miR499 T HL ik

U AR RS WG A T Tl

Heah, HoAth () — 28 miRNA 40 miR-379 , miR-19a,
miR-494 1 miR-1303 Z57E AMI g 3 dh 44 W i iy 22
Sk 0 HATUERR A ATy T RS () T B T A o
— BRI

BB R I WA PR b miRNA RS GH, A7
FIF R BI2 WAL A2 3R YT, 1 miRNA 5 ¢Tal /)
ICA5 46 D T 45 7 FL A2 M AMITL Al SRR 5 0 S
miRNA £k AMI AEYhREY s 1 E R
2 IncRNA

IncRNA J2 4 >200 ST R , i /b I i ) 32 HE
20 H JGEE A4S HE S IR RNA 2072 BEE 2>
TFAWAN KR, A28 #] IneRNA 25 3 ik
SRR AL BEBR AT B, BT IncRNA B A 4k miRNA 2
Je AMI HHE B BT O BFIE I o BOR R 22 11 T1F 4l 26 B
IncRNA 1200 I B IR TS ZEAE D i ) o
2.1 ANRIL KCNQ10OT1 MIAT #1 MALAT1

Vausort 25V R, S{HEG AR L, AMI (% SN i
aHIF KCNQ1OT1 i1 MALAT1 7K 5B 3 F+ 25 , ANRIL 7K
SEFEA; ST B 45 &5 O LAE ZE (ST segment elevation
myocardial infarction, STEMI ) H & AY ANRIL,
KCNQ1OT1 MIAT F1 MALAT1 7K 5 B i {i% T NSTEMI
B RN TEA R X STEMI [EE) . 784 4
H B35 o, ANRIL . KCNQLOTL . MIAT 1 MALAT1 %
TRH AR 5 I 53 B <40% |, BoR e Ai1JE AMI 5
A= DI RERRE A ) B R U AR b IR i — &
IncRNA 7£ AMI 1 HF i fE 25 1 2, IF iR ok
HAIFFE IneRNA VR AML BR i s 16
2.2 HOTAIR

Gao 2 B R I, AMI £ 2 1f. 7% vh HOTAIR %
IR 3 BRI 78 AMI B9 LT B (6 ~ 12 h) ik 51| 1
.3 d WIRE FLL KV, g/ BURNFE S E
HOTAIR 3k iiF B HU2& — R0 ILRE 5714 IncRNA | BF 5%
&I HOTAIR (.0 IEAR 37 D) REFS 43 3 F X miR-1 171
PP % & I HOTAIR #2445 74 ¢ AMI 2
W i UL A, FLiE—25 T/ T HOTAIR 78 AMI £ 5541
il TRE
2.3 IncRNA-NRF

e AMI B FAEBE A ] # & A4 HE, Ih 2R B 30T
F%9 XU 38 3 L Bt B AMIT B9 BE R, Yan 260" 3 5 %)
134 {5 AMI f2 35 (R 43 B T A 98 & 8L, 78 AMIT J5 HF (&
# ' IncRNA-NRF BH &g T, %t HF (2 (B (AUC =
0.975) iz T N 2K b il 44 K HiT 4 (AUC =0.720) ,
H IncRNA-NRF 7K~F-5 AMI J5 HF )™ 8 F2 B 12 1EAH
%, W] IncRNA-NRF n] 15l AMI J5 % 24 HF [ XK,
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ZMFFEAE T N R St 0 4 AR T AR AT T S5 4E S0 A= W)
PRI AMI J5 HF S 80 0 KR, S48 T 97
e AMI KA FIUS (7697 RIS

A, 76 AMI B 3 th IncRNA SNHGS | IncRNA-
RP11-175K6 . ENST00000508020. 2 . IncRNA ZFAS1 i
IncRNA CDRIAS 25854 B i 22 5 %157 R4
SeRF I SRAE T AR A I AMI T RS A , (H X S
IncRNA B8USME SRR P T0 6 5 B %2 19 miRNA
AHFEIFIE , X F IncRNA R FEA 75 BB IR A MR R .
3 circRNA

circRNA J& HAT LM 1] 5 PR 45 48 1 48 45 S5
T neRNAs R 19 245 44 fif HOR 5 Bl R, TRLL B
HAVEREYPREYE R T, A 2EEN AMI 45
AW cireRNA 1R JLAE A i 3% 31 5635, N LA ¢
WFsE s

Wang 25 BE5E & IG5 X BRZEAH 1L, AT g
FHNE LA circRNA MICRA f) 36 ik 1 3 P A1,
AMI Ji5 59 1153 5500H 8 R AIG B 6 3 v MICRA 3Rk 7K F-
AT 59 053 O AR sl R AR 1 R, 6B MICRA 1]
T AMI 5 4 4~ H 0220 Z D1Re (i a%8) , S AMI

Je BB TSGR oy IR RN A, (AT — 25 W Z5 R A T S
PEWFIEUESE . Ak, A W58 cire MACFT 38 5 15
miR-500b-5p/EMP1 i3k 655 .0 WL 8 7=, 2 ] cire
MACF1 TR/ AMI (3B e IR 7 S0 B Sk &
B circRNA 010567 A3 i< 9 il 5% b AE 4 R 7B Bl
OV BE K R T T 6, w4 O FILET 4 £k A o 0o L
A A T Sun 2557 % B circRNA LASIL 78 AMI
L JUF 5 £F 2k 240 o B 2R 08, O B S miR-
125b S5 4Rk SFRPS 2R (5K , Sc &AMl O JIE BT 4
YA 5 FIERS , SE AR T, BLARIX 2L cireRNA 8]
FERBERCH AML 2R, (5 H w545k AMI
() S 2 W R 1) Y 7 AL T S S AR
4 ZREERE

LA, AMI AR 712 W 5 A7 Jy T UG 3Kk
J& H AMI B9 &R R ABET R AW T HATS
Wi AMI f) == ZEHEME 20 HL R 25 5 A b i A, R
WA A Wb A 0 i Al B € A SR 30032 W7 T T8 A
EAMRAIATE )T %, NI S IR v BRT7 o 1L 584 Wb
W AEAESRE BT LA TR0 B A bR iR v R 2
B AMI £ CH 2,

R PR nmol i [l fmol 3 [l fmol G [l fmol G [l - fmol 3 [l
W, AEh, fe it g, AT [ A e R, P, REUER, AIHEECAEERA SERSIHT,
ek RS, & il AR, FHERE ZHARBE, 5 FRAEEA P R
FHERAK. IR . FAncRNA, R
SRR
RIPEMR, Bk B, JERE. Mg st Ik Bt g Mg Est, FERHS,  PRRINESR
B KMRNARER.  RAUERIE, AT 7. B AT 7. AR
FERTHC B
Tk RNAE{I TR 5347 SERFERPCR ARG [k ell)Eg AL RGN
| | | | | |
|
ncRNA
| i |
miRNA IncRNA circRNA
i 5 mRNARI3 EFIEIX (UTR) 155 MERESH T3 SHRE SIE, M miRNASY -6
BB FLA D5 B X LA L e SFHEE: HESceRNA/E RS (R R T/ AL N R
A SRR, SRR G o SRR AR R LIBT3 AR TR 5% S A2 RABH EAEHS
J: SEARGEW SRR PEEE, %R HEAR#E.

FUBE A58 AL THRREBIDNASFS, ATy i

TR

SFIHR: W T AL S EIRE & AR
B A 55 B AR P65, TEIR]
— )2 ARV S AR AR

El1 ncRNA B AHLH RN A%

UCHIBFTE R I neRNAs S5 R 1957 84 AMI A
Yrbm 59, H A AR T A AL ) K ARSI 7 9k dn & 1
IR, o miRNA 7R AR A He: (1) 751 A 1L
Tl AT, AR R AP DT AR5 5 (2) B TR
(3) A2l # K LE AR H AR IE Z AT, IS (5 (4) F
A W A BRI R

{EAEAR IR AR AT Z AT I miRNA 05 53¢, 4 )5
4 P Tl PR 5 B8R T B BUBE 19 0 Bk
MAFAEESE . 15 miRNA AL, IncRNA XF RNA i) [
fipt BA R AEHT, AN F B J2 IneRNA- 32 5457 T 240 i
Wb A o HOR (L miRNA ISR 25 5 ol /6 i 2]
AT cireRNA A 750 EAL 20 42 2 BLARE 77
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16, IR RN bR R W i ok s, 5 i T s AR
i, S 3 E A A EAS I ) cireRNA |, BRI T HAE
RIS R X B0 I R A R A Y T R R D
[)

JUEE kBl — 26 ncRNAs A 1E S AML 2 Wi b5 7&
Y B85 HETIG R L AE R oTnl A L, 3X 22 ncRNAs
REIHE S IZWCR FJ?LJ KT ncRNAs /£ H %
EEMREYW R RETHATEZ WA, X T
miRNA | i B 22 ¢ 1 XF NSTEMI 5 UAP AR 51 A &
KN RE TR, & IR S5 RN B B 5 1Y miRNA
XFF IncRNA Fil circRNA )75 58 At () S 06 40090 <2 45,
JU R FRE A () | BE P BB e AT i 5. A, 6T
ncRNAs Kl 77 75 1895 S Z FhAH 8 L &, 40 RNA £
PR E kR R SEat a6 B PCR fRg | H Al
WS E#E? 5 DNA 454 (14> F 1k SYBR 4Lkl
J& TaqMan #R%EF7  MLPRAS B HRL2E | 03 8 S 4 17
HB T I E A IR R g — A5 R . LI, H neRNAs
I FH I R A B AR 4RI M R 15 8 BT AV 2 T
VEZLA
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