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[ ABSTRACT] MicroRNAs (miRNAs), a large class of short non-coding RNAs, can directly bind to the 3" untranslated

region of target genes, thus affecting gene expression and playing a key role in cardiovascular diseases.

cardiovascular disease; research progress

Among them,
miRNA-206 (miR-206) is a key regulator of heart development and physiological activities, and can not only be used as a
marker molecule for diagnosis, but also as a targeted action point for disease treatment.  This paper reviews the basic func-
tions of miR-206 in regulating cardiomyocytes, endothelial cells, smooth muscle cells, autonomic nerve cells and other

cells, as well as the specific roles and mechanisms of miR-206 in the occurrence and development of coronary artery dis-

ease, myocardial infarction, heart failure, arrhythmia, pulmonary hypertension and other diseases.
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FHSHHEY) G BOR T E A Y EE R . miR-206
VER WL RE S £ K1 miRNA R 22— B &
2 5E U R R B R I AR LN FE T 29
T L AE B R IR R AR, A 2 B AL G
SEHE . REECFH LA, miR-206 1RO
HRK P33, I AE L IUREAE |0 T3 DO HER
PO M BAIRES T, B KP-AF 4, Ul BA O 1l
PRI I AP R RAEAE A B miR-206 Rk Y22 1E,
HFFE miR-206 150 LA B VR T BAT -+ EE 22

2 miR-206 5@ K3 k&SR

TR BRG]z o0 A TS s L, 2 L
FINEIER FHEIF R Z —, —Iiim KR, ol
ARSI bkpe R B 2K miR-206 kK5 R 3)
Joios AL S IEAH G, TEHZ IR B Ik 55 R R AE AR
1 2R I P miR-206 2 & FIH 427K miR-
206 ] LIRS RS ke s TS W AR b s . 2
TGURFF 5 B miR-206 1845 1L P B 2 R R 1006 2
JULAR L 773K 7P e 00 e ) o BB 5 7 5 el AR 2 ke
R R R % VAR 5C | i 5 98 4% miR-206 R A&
SE LA A, 2 T AR T AR Sl ks 1 DG B
2.1 miR-206 5% M R A

LA P B A0 20 R it A8 BE 1 N 2, LB 5 1Y
S b1 B RN O T, R e IR Bl K s ) o B A R
filh, AIFST A& BE B fok of R R Ak (%) i B N B 40 i
miR-206 £ 1k, 18 I T W A R E
43 (connexin-43 , Cx43) % 5 J R R SR 0 i) 10058 P B2
g BT R

AN, miR-206 75 Je 0 i 8 2 P9 B2 ML L (en-
dothelial progenitor cell, EPC) Fl IfiL 3% rh #f A F= & &
ik, JF ARk & S AN (R R o BEARFAIE 5] TG . 2 AH
SCHEN . EPC AIE R AE 2 A I 4340 Ry s
PR AT, 6 A2 A 0 v A SR Al Y e AR
RIS 19 LA A L I AE PN M B R AR S A 4k AR
PN B2 S B 25 D7 THIE A AR A AT, miR-206
A 2 AR AR EPC . DB R BELEE 3
( phosphoinositide 3-kinase, PI3K) /Akt/ P JZ il — 48,
{1 % 4 (endothelial nitric oxide synthase, eNOS) £
EPC 3l 51 A 5/ o3 Ak o 7 bl % % OC d 2 AR
JIT . W52, miR-206 7] F 8 PI3K/Akt/eNOS
5o i S B EPC IR TR
FAEE NN BOSIR sh ke iy & £ . Qi
W & 4= K A F (vascular endothelial growth factor,

VEGF) 7E4E3E EPC BT 3 5H /b A A 1l 2
AR E mEAEAN, BT & B, miR-206 i
Wi VEGF RYZIA, 3508055 5 0o F8 55 EPC BT
PERMR 28 O T
2.2 miR-206 5ME FiFALAM

I8 L 40 JE ( vascular smooth muscle cell,
VSMC ) 4RI BE Y 2, 2 5 BE U E R4S &
I SRR RE AL A B R AR HET
miR-206 50 VSMC 378 RS ik 72 A . O Xk
HEF H P1 (forkhead box protein P1,FoxP1) &—Fhi%
SR, AR VSMC 3958 eI LA B 5 BT
SHBEVE A Y 2 MR IR S 06 3% I Bl bk ok A
LA 21 miR-206 FIKFEAL, 5 FoxP1 ) mRNA Fl
FHARIBEAML, WAWTE K& miR-206 FEAL
VSMC (AN A7 %, AT BE S H FoxP1 3 ik fF
I QCx43 EEEMSEBERE N, AL
THRACE O, A5G L F 3 0
miR-206 A= 5 [m] PLER L 1 Cx43, #E T {2 #F VSMC
HEFERIERS e A S EOE ORI & A

425 1A miR-206 XF VSMC $45i F3T 7 i 520
AN, VSMC 43-3h R A4 7Y 2 [R] () 32 7 A o, o J2 1
EIIEAR G KA A B AN R Y miR-206 1]
18 1 BE 45 2 1 580 (zine finger protein 580, ZFP580)
Z 5L ARG VSMC 2 B 5 4 R Py 5453 47 1)
e,

3 miR-206 510 ANESE

1 TR bk N i A OB A BT, 2O L
FHE (acute myocardial infarction, AMI) B Y7 %L 5 £
T WERTE RN B TEIRIT e KAz 0 )32
SERRJFRP . AMI GO F) %08 5.0 LA R
PEFET W E A —28 T A0 WLAT M R T B AL
A S AMI B S AL B IR 7 S mE . [R]I BE o 20
JHLPAE O LT H A PR & i, A 1.0 LT 400 it Ak
O WUANL A B Kk e iR YT AMIL BT 8R4 . miR-
206 5.0 LA B T AL LT 20 1 43 Ak B 25 D)
KHR,

3.1 miR-206 5O AARIET

ZIFFEIE S, miR-206 3 3K /K S FE AR FE 0 L
AP TR R KGR miR-206 S0
JULAR A T (E R BT o g i AR T i, H T
PRI S E %A DL R LR OB BREA K+
1 (insulin-like growth factor-1,1GF-1) f& B ZHT I8 T
Rl i 2R AR AT I 53R C a4 & 45 AH DG A
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Hio Shan 2120 % BUAE L 3E 2235 miR-206 13
SIS IGF-1 3k, A R0 mRNA 5 i, £ W]
miR-206 XF IGF-1 5% 5% J& 41 il J2 FL 370 LAR i 7
FPHEFET B 2 —. S AW R, IGF-1 7 A 24
H I AR R O L miR-206 ik, SR 4.0 LA
ZRFPESET UL miR-206 AT LA IGF-1
St WUAESE, )2 IGF-1 A1 LR 8 miR-206, 1 il
L WUEFE, miR-206 Hl IGF-1 38 HAE FHAERE 0 L4H
MupFass, @#UK 7 M (heat shock protein, HSP)
AP AT T L B R A SO FIK f# . Shan
SR B0 LN B AE 5 AR PR BE T ) miR-206 77
A ARG SRR /KT HSP6O T4 i 240 B R I3 1
T, OB X ZHK o (liver X receptor o, LXRat) A5
AHEIFE s Rk, 7E.O LA i ) iZ A7 A, 02
O MV E BT B PEFETR T BB A, TR R B0 L
N TE = B I T 3 235 miR-206-3p , miR-206-3p
BRI R 94 LXRoo S5 0 40 A8 2, {2 0 LR SE 1Y
KA

3RS Fek miR-206 AT i fE HER R
815 3 A5 O JUL AR PR O 1 fEL 575 — ¥R 23 T 5 )
R miR-206 A3 o HAh 555 38 e Of 470 LA A
DM —F Iz 53 R E e, 25— R 50
PR, dH e Bk = mT AN E AMI 35 S 090 L4 il
JAT, M AMI S35 N 5 4 e K P T, K O L
47 . Ding 212 % B miR-206 1E£H iz 5 40
Jie 1 32 R 525 W R 3% Rk, ke b
Caspase-8 FPIE FIANRIE 1=, B0 61O WUAESE, @
F 1% Z PR B R i 1B ( protein tyrosine phosphatase 1B,
PTP1B) £ 28 B A i 1 55 38 o JUFE R &% 3R B0 R Rl
AR IHRERIEAE R E Y Yan 450 & BURESE.O WL
miR-206 F& , i ] PTP1B, 46 /N0 LA D A4 A
R AL LA AR T, AR AP O IE R VE T

SREBEC L miR-206 T AH K2 , miR-206
TE B I P 1 (ischemia/reperfusion, I/R) F.C ILEH
U B el bl i DL i AR R #EAE A OmiR-
206 JE L 6 P A B DNA 451475175 S Sk X 458
( growth arrest DNA damage-inducible gene 4583,
GADD 458 ) Fl p53 /-5 ({5 BB Bl - 3%
Wit #3% miR-206 XFO AL /R 056 BRPERT, @
YAP ( Yes-associated protein, YAP ) fi¢ ¥ H 4 J5 0 JJE
HL WLAR M R AE K FNAFS . Yang 2675 360 YAP 3%
JC WL miR-206 3k, miR-206 S ik 0Bk 0 LAY
FoxP1 25 M, 175 50 JUL A A B JIE O T R 470 JUE 4
Z VR #ifi.
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(hypoxia/reoxygenation , H/R ) JIr B 19 & 4k W 38 4
W2 FECEE O WUEFEIR T J5 TS A 1Y 3 25
R, PR R AR & B H/R O UL b B TR 4 A5
RNA NEATI (long non-coding RNA NEATI, IncRNA
NEAT1) ik 235 TH 5, AR miR-206 7KF-, {2 20 L
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3.2 miR-206 50 ALSE
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F14) BB [ 70 S5 400 i, 5 o] ik — 28 24k SRy 0 LR
ML TG — bR ifE, AFFTIESE, miR-206 1 57 AT 4
SN PHE A Cx43 AOAERE IR, BEL 1L -8 19) 52 5
T4 B L AL, SR 2 A R O IS L Y 3R
B Tchao %57 F F miR-206 #1111 )5 — 1 A, JF
KT —Fh A MDSC 734k 4O LA L ) 3 07 v, N
AMEPE USRS A T B AR

4 miR-206 511 =i

VFZ 0 NP fe At o itk Ji Ryt 0y vy, H 32
Ly PR 8 4 AN B 1% v I e bR 30 ik os A s £k
PR ERR 55 R, O 5 B0 ) R AN AT
T (14) T L A R R R O I R 1
AR # 7 , miR-206 780> 5 98 i 3 R T Z A0
EH, WH9E 50, 2 S A MmN 2 W6
(E2 factor 6,F2F6) Al 55 miR-206 1 ik, id FKik
miR-206 fMHI R T Cx43 , SR N Ze.0 2 67 7K 3
PRI NS I A4, e 2 JiE At Sy iy

BRI UESE miR-206 S ELO WL ¥ H
SN E SR 53— 565 55 15 B AH I i 25
B, miEB R ESE A 1 (high mobility group box-1
protein, HMGB-1) J&—Fh & BEAR PR 1, 760 M4
PR AT R A JRE A A MR R AR N ANIESE
¥JZe ] HMGB-1 A2 7E miR-206 ik, FEAR A1 411 45
JEREE FI I3 3 (tissue inhibitor of metalloproteinase
3, TIMP3) , T8 12 M 5 vty O I 1 22 . = D RE, 3T
WA A
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5 miR-206 S5 ELE

Dt U AR e — Bl WL, R R R
JPRCR A, ZIURF5E 2 B.0ME H A28 59 (auto-
nomic nerve remodeling, ANR) &5 2 18O/ %
%29 , miR-206 7E ANR FVE ] H 78 24 8 K 7
5.1 miR-206 5 E#hE

WFFE R, 78 s B A miR-206 ELIEAE T
GTP ¥ kK f# M 1 ( GTP cyclohydrolase 1,GCHI ) %&
K. GCHI KM 4%y GCHI 2 Mk & b aE Y
HE (tetrahydrobiopterin, BH4 ) YRR # ¥ . BH4 24
W—F AL A (nitric oxide ,NO ) DA AT 20 1y Bh R 1
HNO Xif 4 28 41 f (4 40 Ak R 36 7 A 8 45 4 A
i %35 miR-206 1 GCHI, K&k BH4 1 NO (195
T, AR SE T 5 A A v ANR B EEH, DL Ah,
miR-206 W AT 3@ 3 4 GCHI Ay ik, 45 .0 A
SRR, miR-206 fiE 3 ANR [5] B 46 55 .0 b A 5L
AT, W TR A RN R
5.2 miR-206 51 EEIEN

miR-206 it LN AR S 5.0 s &
S i . OGP 4 (reactive oxygen species, ROS ) 2 fif
RRNGERE L B RS i R 22— DITERF T R,
ALY AL 1 (superoxide dismutase 1,S0D1) i3
FEIR ATV 55 Pl 22 28 G0 R0 WLER R v ot ) el 42 3
W TETERRAEIE N ROS (43% H,0,,0 Fll OH™)
A EEER, O Eidhid %k miR-206 1]l
TR AN SOD1, A ROS 7= A1) | S 8o ik
ANR FUHL A BRRR PR BCAE . @0 LA L Cxd3 2
miR-206 B FiiE A 7, 2R S 5.0 5 8 oh 1 &
iR, R ECL AL TS R R R T
Jin 2210 B 5T Fak miR-206, F il Cx43 , FHLLE
B E AR PRI B K, Jin 5 5 — AN
58 % B8 miR-206 ) T 9 Cx43 , Jin 5 e afi P9 v 1k
ORI R0 PR ) 3R R HISE 2 5
JokR 728 AR R B8 R, AN M i, X B 7R miR-206/
Cx43 {5 538 I 0] LAY O S T e

6 miR-206 5HtzhikE E

Jiti a0 ik 55 & ( pulmonary hypertension, PH ) & fili
I BE 28 S 5 -5 B0 o BEAE BRER S AL, Horb il
sk SF i L 20 B ( pulmonary artery smooth muscle
cell ,PASMC ) 34 £ AT {ff ifs 1fiL 45 % 25 44y 5 | i — 2D
IR BRREL g, — Sl PR AIE 5 I e e A
FAGFR MM miR-206 KX FEAL, 5 sl bkl TR

FHEH 5, miR-206 W] 4l 7 M PH' 2 I 5
FAYE PH AR B/ ALH miR-206 7K -3 & 2
TN miR-206 7T AE A ik 4 B0 PH A S0 i
KT, 4R1 miR-206 F£00 PH AYHL] i A BB, B
HIA LR = Ak . D7 PASMC g %1k miR-206
AL PASMC Y451 GF B8 Rl 4 , -2 i 57 18 L
453 AR iC ) o-SMA Fil Calponin F9 5 35 F1 41 i
MR T @ 1S4 PH /D B miR-206 i
FEIRF M HIF-1o/FHL-1 38 B 308 17 158 PASMC 38
B, P ff PASMC Xt Gk 5 1) A 9 2% I W & A Bl
AR QLA 5 2 BN AR S0 it 3h ik = e
N 5 IR LE W& B3R 2% (intrauterine growth retar-
dation, TUGR ) ) % 4 4 &) 1if miR-206 7] B &
TUGR 5 PH WAHIC A ¥, 1E TUGR R i &k
miR-206 R I 3 6 R B M SRS A0 S IR T
HEHNFN PASMC 3458 . TRAWFFE &L miR-206 (1) Ff
YE 5 B PASMC | Kvl. 5 1 Kv HE A 2 3k
FEE S

7 IN

miR-206 J& 5 2 (1) 4% 5 )5 I, 760 IEAS [R] By
B AR s S Bl rh R FE G E T (& 1) o B
KAt miR-206 J& FHOO M TR & A —AH E
¥, miR-206 i Fe 3k ] LIAE #1487 PN B 400 B 4 45 | &
LR B bk e B A AL 1 O S | 2 0 UL 40 e O
7 TN [0 0 A (T8 e L2 | I ERT N -3 S 1
EA BT & DR E RS VSMC B 5E
& PH, KT, H AT miR-206 5.0 45 52905 O AIF 5% 1%
RICBMZR XA [F] 2 R B 00 JJF 06 A8 N T 1 B i
L EAG LR B T R E , 75 B AR R A MBI 5T
miR-206 AYEAARAE FH B L ZEBLT, DL K ) B miR-
206 AT A [RIBIE TR 7R SR RO
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