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[ Abstract ]

and mental health. Research has confirmed that microRNA (miRNA) plays an important role in the evolution of cardiovascular

The burden of cardiovascular diseases in China is heavy, which seriously threatens people’s physical

diseases. Some miRNAs are characterized by clustering on chromosomes, among which miR-17-92 gene cluster is the most
widely studied gene cluster at present. This paper summarizes the relevant research on the role of miR-17-92 gene cluster in
cardiovascular disease in recent years, analyzes the promotion or inhibition role of each member of miR-17-92 gene cluster
(miR-17, miR-18a, miR-19a, miR-19b, miR-20a, miR—92a) in the progression of atherosclerosis, heart failure, pulmonary
hypertension, coronary heart disease, and cardiomyopathy, and points out that it is necessary to further clarify the coordination

mechanism of each member of the miR—-17-92 gene cluster in cardiovascular disease in future studies, so as to provide new targets

and new ideas for clinical treatment.
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WA kraE g 2. HhmiR-17-92 L 75 & — AN AE
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43 AmiR-17 . miR-18a. miR-19a. miR-19b. miR-

E£TH: EREARNEZESEHTAE (81872509 ) ; HEMH
¥B/3ISWA (21Y73) ; EARXAHTE (2022Q28)

YEZ AL 1.44200081408 13T, 1AL 25 2= B it 1 25 77 A
S 0 N

2.442000i1 648 FHETT, 1G22 24525 B B e 1 24 2R U % e S5 4
gy

EEEE: MR85, E-mail: cjs1974@qq.com

Cardiovascular diseases; Atherosclerosis; Heart failure; Pulmonary arterial hypertension; Coronary

20a. miR-92a "’ EAEHFFEAL, miR-17-923E AL
A AT EP S S0 MR &4 kR . HE
AT E NFE RS gRik i, HZ /IR TME i, A<
B TELR R miR-17-925 RIFEAE O LS 5wt I VE
DA RO IS8 P I AR 7 B (AL o 5 R
1 miR-17-NEFEESRKHHERE/L ( atherosclerosis,
AS) HEY1ER

ASIE TR R LR i A v A 22 Al il I A5
() T B BRI A, AT E U AR A R . N
AR AS R AR R RIS IR T TR R RE
B FSTE N 2 4 B i R P R AR O L R
e AR L I A ASTE I PR 2 45175 5 A i P b 1A B
TR HIETES (reactive oxygen species, ROS) , it
[ AE R i OA s A S NN 23 6 U7 NG e N 874 728 1
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PR R b B AR B IR ER ) (oxidized low density
lipoprotein, ox—LDL) 7E I EERTTAL, AT ANE] A K
A T o BEAERFIE R, miR—17-92%E K % 18 U
TN 2 M D R T R P OCHEAE T, (H BRI
AW WANGEE PV RFSE B, ox-LDLAT S A
F Bk N B A P ROS YA FE AR ), RN AT | miR-
1833k ; 1Ml I miR—18aZ3A ANl ox—LD L S A
FAMPAT, K22, W HmiR-18a#3A P ox~LDLE
SRYN B AT TR, miR—18a 3 EhE i 4 ]
AP o A R 1 TR RS 2 - y RS -1
( peroxisome proliferator—activated receptor vy coactivator—
la, PGC-1a ) 55l BERIGMROSHIRE I K% A NO
AIAE R, RS BHAR AR ML JR TR AT s OIS HEDN i
WA P miR— 1 8a AJ AEIE o) 14 5 B (A S A Ok A i
PRI T, TR ASHERE . 53 A BFSHE, 75
ox-LDLAI T, A F Ik B 4 miR-20a 2 15 W]
TR, BRI, miR-20an] 1 5[ Toll
FEZAK4 (Toll-like receptor 4, TLR4 ) /#E & 3L 188
EH (myeloid differentiation factor 88, MyD88 ) AT
k B (nuclear factor k B, NF-« B) {553 B Hp i 4L
RHTF B, I8 TLRA/ IR AL K 72 (A0 S A
F-6 (tumor necrosis factor receptor—associated facyor 6,
TRAF6 ) {558 BN SRR P ROSHY ™ A4, AIIRESE
ox—LDLIE FAYASHERE 110 Ok HE DA 20 it i e
M EARTE R 0.1 ~ 1.0 pmifo NN Y BB
WEHT, DY Rz 4t M foRE AN A AT AR S B il PN Bz 1) e e i
AT FESR AR, T EL T3 2 A A S miRN A 20 1]
5516 S, TAZASHERE ' A T2 HASH
K. BB LIANGE U R R, fEBRA S
T, NG KN S 20 R 5 ) P R A BRI 5 e 7K
*FmiRNA-19bIFHEA N B4, HG i il st
LRI AR KR 1 B 209 IR T4 ] N B 20 A AT 4% A i
EANREST, TTZEASHERE .

PAEAFFEZE A, miR-17-92 & FHI % vl LA 1) 52
W] A B 400 LA 3 R i 4 A B PR ) R AR TS I A'S
(9 A R R R o 28 AN N 4 A 453 403 R 3R T
5%, BB FImiR-17-92 5L s A FEASH ER B TR
WRARIT B . TASK GV S Z R R R KA, i
Je B2 I A 5 T — 2P F S miR—17-92 5L A 7% 5 ASHY
KHK
2 miR-17-2E R KL L Nh R\ PHIER

O 1 v A BT 0 LS R F D BE BRGS0 0 % 5T
20 BB H B AT 5 | S ) — Pl R 2R Ak, S 2 A
O ML AE R0 2 R P AR I . FGR R 3, i MO JLAE
JE CLAT SRR IUIEJEE ) Aot 7 3 0 & A K e g A 37
fal I E Y BORBZ ATES R W], miRNART AR

[0 WUIEJEAE S i, HoA B0 O 1 = I T 1R
JERE U XU VTR R B, FE EERGEAE FA
O MU E R AR AN M A KK ZE T (angiotensin
I, Ang 1) SR8 AE 2L B O WA AL A A
miR-172 &Rk, FH—LHREY, LhAmaGHEA
2 (mitofusin 2, Mfn2) B ymiR-17AY%EHEHE, miR-
17 A 368 58 S 1] 400 At M 2 3 3K I 0% 5 I T 8 it — 3 -8
fitf ( phosphatidylinositol-3-kinase, PI3K ) /& B
(protein kinase B, Akt) {5 5%, MG LAHA
FIg, SEIERECIURIE . LIUZE "SI BRSER BE, 7EAng
i S 00 WUIB JEA AL - miR-19a/bRETE 7 B2 g
fittSA ( phosphodiesterase-5A, PDESA ) JER Y3k,
PEMTEFGT WU R/EH . ZHANGSE ) Hee 7 5t
A EUEAR Y0 1550 (heart failure with reduced ejection
fraction, HFrEF ) . ST M088B .0 J1 3258 (heart
failure with preserved ejection fraction, HFpEF ) fH3# Flfid
FEABEIMLIFmiR-19b3RKKF-, AFFEE R 7R, HFrER
B MIE miR—-19bK 2 KF W R ;. miR-19b#AK
SESNAREIREIKETIA ( N—terminal pro—brain natriuretic
peptide, NT-proBNP) /K2 GHAHN; oAb, fEXS5
HFpEFFIHFrEFH], miR-19bHINT—proBNPEH:A 6
LWIRRE = T B MINT-proBNP; #275miR-19b 7] REJE 12
WIHFrEF B —58 47 1 89 A= WbrE%) . KALAMPOGIAS
445 205 3 PCRAIHIT 19181 2tk 0 ) e SR RB A0 ) 38
B MIE T miRNARIA O, GURER, Atke 1=
A MG TP miR-92a T8 7KV B8 M0 T 50 18 5 B
T, $ERmiR-92am] GEE A X 43 Stk 0 I s vl g Pk
IR R EIRR S . SUSE P X 56400 %iK %
HATBAIIOESY, S5R R, 2O T B IR AE
TR K P A miRNA Ay miR-19b,  HLH %A miR-
19b-5 20 77 3 v JR AT A T 38R0 FF A8 RS 3 fim A
Ko INABFFE R, 0 NURIAE G A& Ry 0 ) il
W, Hm A i miR-20am a5, B K miR-20a
TRIKF-A R RE IRy PO IR AL A8 5 RO g iy
KRG A bR

£i b, miR-17-92FE [N ] DL 15 2 Ffuis DUIE IS AR
KIEN M2 . PDESAENSFAYZRIL, HEMIH S 2 5%
BSHLIERRAE . KR, HATLWER LT =il
Wi 2B Do S FUS W AR AR i . miR-17-
O2BE R AL D UL IEE R RO VE LT S A 20, TR A T
H 5O UIEEA AT S 0 F R AT A B RO )
AT L
3 miR-17-92ERE%EMzNAKSE ( pulmonary
arterial hypertension, PAH ) FE{ERH

PAHFE i T 4% Dt A5 U 20 kO 0 = 48 e Y
AV AE P, R S 22 H B T A B0R YT
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FB o Blishlk-F WLgn e ( pulmonary arterial smooth
muscle cells, PASMCs ) B4 EPAH & 4= & &
hREEBEEMAEM D . FRIES:, FH R B miR-
17-92 3 R AT REZEPAH T R HE T EAE ] 24 . s T
fEHEPASMCsIER ), LIUZE OO R R B, 7EIRA
(3%%A/5) BT, APASMCsH'miR-1725/KFE T+
B, SE105 etk B A IR I ASK R (A RIR A A
( phosphatase and tensin homologue deleted on chromosome
ten, PTEN) | 4 JE I8 (AR E B30 57 p2 1 36
IRIKFEREAL; 2R ML ES R PR, miR-17EH L
PTENFIp21 A bR SPASMCsHHA . ZHOU% 127
9T R, miR-20ai8 1 ¥ 1) BR =B RR LS A FE s kAL
( ATP binding casette transporter A1, ABCA1) Tifet
BAAE S IPAHM L 4 s RT-PCRZER /R, 7EPAH/N
FRIAIZR T, miR-20aih7/K EI B 71 &, ABCA1ZE A
KT S REAG s HomiR-20aREME HEPASMCs (148 58 A1 1T
o FHAWFIEIES:, miR—18an] 1 i i # 2 P L A
JAENoteh [R5 8 F 23355k & L PASM CsHE 5 AE 2

Zr b, miR-17-92%E K% AT 38 Z2 B PASM Cs 3 FH AH G
55l FE S PAHZERE .

LIZE "2 g AT 3501 PAH R FI20 i 2 1K %,
SR BN, SEHEZIEML, PAHEHE MEmiR-17
FIRIKETHE, HmiR-172WPAHAYROCHIZE T i
$90.857; weAHh, HEKH, MEIEH P miR-17%ik
KIS FEH s bk . SEX A0 5 R R ARG R
miR—177] Fl T2 WiPAH K BPAL B e 5 "™ R
PAHE R GEPEREALAE (9 7™ B JF R REZ —, 1 R Gk
CAEMIEPAHBE W BUS AR - . WUTTGES: ' #F
FERI, RGEVEREALIE M SCPAH B MK HFmiR-20a%
i B, H#E—UFESE TmiR-17 . miR-20an] HillPAH
BENG . (HAE IS, KFIEMmiR-17, miR-20a
WA SFPAHEHERE 2 L ENEEDR AR, SER
X REE A LG, M e e S i st Ik e R I v R
miR-17, miR-20aRiEACFH TR [FRHZFSE IR K
B, MBI P miR-20a76 3k 7K 5470 F AR AR |
A TRV AR SRR ] B% 45 I A
O FEINREF bR Z [ S IEAHDE, Wiy D E e
VM PAHEH BUG M EZ4E bR #2278 FmiR-17 .,
miR—20a7& 15 XF 18 4 1l 44 A% 5 5 fiti 3 ik = P A A 4 4
P ERAOP S BTSSR . miR-17-923E
7 FRCRT 38 0 18 75 P ASM Cs 3 B AH OG5 538 % 1T 2 i PAH
AR, (HPAHRIRAE L FE S I Z RO TR 0 R 7 A5
S, HmiRNAZRAWAAFERS ] U 20, i)
miR—17-923 A K IR K- AEPA R 2 g aod # vh Al g
BRI AE, (HHEARBLHGRE R R

ZE b, SRR A miR— 179255 R4 AT L ot 3

FEPASMCsHGTH M TEPAH Y & Az & S od 78 vp & #7 15 224
L, HAA AT RERC R BT A PAHRYHTHE £
4 miR-17-92EF %A B f% ( coronary artery
disease, CAD ) HFHI{ER

CADFE Z P fa 5 [H 275 5 19 ASECAR 5 | e etk 3 ik
WA AR B A, 1 B0 LB I . i 405 2 IRAE 1)
OIERS , ARk A BRAE T R L A
FIHOR 2 BT R, miR-17-92%&H £ 5 CADZ [A]
HAEBIRER P LINS DS R 20 IUESE (acute
myocardial infarction, AMI) KA LI, miR-
1 8.a M]3 Ao 8L ) 380 455 I ¥ i TP e 228 3R T B R A
MRS N iEAKY/HZL Y B A% R A ( mammalian
target of rapamycin, mTOR ) {5 7 #, .o
JULZH AL 5 O AL A 1 I T 2 400 U LE R 2 R
FEAEM L ZHOUSE N B R B, AMIER 3 1LV
PEFR HmiR-20a3R ik K P B Al B 2 103 s, IF4E i
miR—-17-92HE Xl 1 ] fE S22 Wr AMIF T E A= AR i ) o
CREEMERSS: " WFFE 0 R, 16 AMIE 11 B BRAE
AREY4 Wi, TR B I AT R B 2 50 R R B 1
miRNA, {285 % 1) F 4 L3 rhal A S ILES & 1
5 R miRNAYE 2 B AMIAS A Pbn 9 AT e LI
PR H A L. XUESE O BF58 T AMIS & PCIHT .
PCIF1 hill#miR-173R35/KF (B M BLAMIGE AR 3]
TTPCLIB R <4 h ), SRR, SEHRARAALL,
AMIEEPCIAT . J51 hifl3miR-17325 K4 TR I
Ab, AMUBFEPCIFT, PCUS1 hifl 2 miR-17%&ik/KF-5
B E AT/K YR IEA G X4 R EHmiR-17
AR AMIRS W A= Y0 hR 50

R B K LR E AR EPCIRE Bk, 1
NG — 0 LB 0 8 B AE7E L 2R N B A (in-stent
restenosis, ISR) , AlGKIGIT WK —EWML. T
WFFEUESE, CAD B & A ISR U] S M PCLJE [ K 1 7l
Ja L JIANGEE 'R R B, HARISR4IMILL,
ISRABHMBEmiR-17RBEKFEFm; HERE
LogisticFIH4M &5 R %, miR-177H & £CADEE
KAISRIGHASL G N2 5 #E— B0 5E K B, miR-17
AT ] 0] 42 S 2 B AR BB IR T (tissueinhibitor
of metalloproteinase—1, TIMP-1) A9FEik, #mm kR Hl
TIMP— 1% 4 J JE J57 25 1 i 0% M 0 A 80 i o i i IR
W9 R, &8 H U E i A 2 5PCUSISRIN A 4 &
J& P MAYERZE U BFSE KB, MR0EHF HmiR-19a
Rk SRE MRSk (stable coronary artery
disease, SCAD ) BEATREINAG K, $#E/RSCADEE
miR—19a 7235 7K TR AT 5 308 55 90 IV 0 ST T XL
K. SINGHZE ' BRge kB, avkihkes: o ik K
miR-19b3RIAKF- A, 2B Bl w] DEARSIRATE S 32 20
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G 7N B A (A WUREBE . A A ) A XU
B FHOCHFFTIESE, 1Bt B IhREA 2 5.0 A BNt
B S &5 A G 40 MIMUENDLEINSE "7 B9 %
M, MG miR-19b . miR-20a7K FFEA% -5 eIk 3h
Jikidi 5 JE SCAD L B B The N Rl WA OC . IXSEAF5Y
IR, miR-17-923% AR A v BB AL A T CAD
T R R A b i

VTR, T AU M7 32 A A W 1 2 40T R 2 31 ok ik
LN, U HORALE M A A R T T . CHENZE V5 jF 5T
KB, 1ECHAESE (myocardial infarction, MI) AEFHL/N
B E S 5 & A TR R B 44N R AN T4
il (T B 4-Exosome-releasing artificial stem cells, T 4-
ASCs ), ATV MUB el AR SN Bk A S i a2, Pk
MIX ifift; #E—CWFRESE, T B 4-ASCsHR RS b4
miR—17 A 3 1o 0 ] 1 O I P A e 3 e sk o
IS A S SE PR R i, DTSRIV X1 T L2 7 2 i

ARG AN R I T8 43 BT T miR—17-92%E A E
CADHIMER, 0T LAYE R CAD 3192 W7 Ko e s ik i
FETE TR AR, X AR CADIZYF$2 4L T — 480
J5 1
5 miR-17-92& H %7 O A% H1ER

OIUEHE —4 B R0 IIHS, IR LU ESE # 5
W TR ) e A s O ORI A . IR
JEARLE Chypertrophic cardiomyopathy, HCM ) J&fx
LA OIUE, L REFA M ERE, (5 H AT
PR b 3AT B W RAR ST T EEAEAE SR R 1) BRAEDRSE
FEHA, miRNATE I 5 AL A B i A b 2 4 25 B AR
L I, SHCMAR XA miRNA AT BE 2 Hs e A9 37
AT AL . DANIELSONZE U BEFE R, il 5 2L A
F AT e 3 /)N BRC I Hmi R — 17-92 355 R34 i 36 8 ] 538k
FEEAYHCM, AR, miR—17-925E PR #% vl B 2241l
IR A3 S FGE TGO LA = A AN AT
W, AR KM, SEREZEMEL, HCMA
L A2 A miRNA R A KA TAE, HimiR-
17. miR-18a. miR-19b3ik¥ Fi ' Z5 |, miR-
17-923% PRI % T REME S HOMEE [ 147 BOSE S AR

R OHLE (diabetic cardiomyopathy, DCM) &
T DR G S8 1 — b A8 M AT 30 O IR R, LA R
B ARFIBET R L BRI, DCMAY R HLE H #i
WM ASE R, HA2 WA YT R Aok B Bk
AHMEDZ Y BF5E BR, FefilZe ( DCMAF ) miR-17
FEIRACOP BT B (fR BT IR ) WA BT H o %R
HE1.65f% . COPIERZ: 7 HI9E kL, WIRIKETESM
DCMAEAL/NR M AE miR—19bF AR R . 55 —TFoe
W, miR-20asy 1] 3 i T JH 8 IE R RhoAH 2 46 i 12 e
TR P B2 T P HINF - « BIS 5@, #miHnHE DCM

PER PO FRBFSE SRR R, miR-17-92 L N 1E

DCMH AT ZAEH . tehh, BORBEZMIEIIES:, 2

PR B 3T Z IROS HDCMIIEUKRIRE 7, i

LI5S BFGE R B, miR—92a i #BL L 40 TT 0 i b 75

IROSHIARL, ATl LA MR T, I vl i s /b

db/db/ N B I i S5 HE AR 21 SR 4P 0o JIE &7 5K Dl e i

., 48 HimiR-92a5 AT/ A DCMIYIAY T HE &

R RN, 5 RIA R miR-17-925 K% ] 8
RPN AR OB A ) Rk 2 S AN B . O
PSR, MR SEHCM . DCMPY &AL LR, BT
REAEVHCM . DCMBIRYTHE A5 . (B B AiTC LR A4 )
FFRITRANAE THIRE B, PRI 2t — DR AR
FmiR-17-923 KIFETE O U AR BARPLE], LU
U U SR (R PRI 7 R T ) A B
6 INERRE

ZE LTI, miR-17-923L M HA £ &3 LY #Y)
fig, HAEJE T 2R REANRIEMS SR 24
Yrzesd i . e B miR-17-923& R & AL 51 X AS |
1% . PAH, CAD. U UK SO I A0 A 4 AN )
FISEIE , miR—17-92KE PR A B A O LA SR TR I T 1Y)
B AR, O AR A PR B2 T St TRkl . 7R
LU PRSP e i — 20 I fimiR—17-92 5 [ 7 45 1
BRI AR AR i B e ) FARPE S HLH], LUK
O M BEIR ST T B AL T 22 T A M (B I R -

MEdTTak: HREL, MU RALFHOHT S X
. TG TATRSA; IR, ik, KRR R K
HRSHFAE | B, FAMIEE L, HATEH
BT RUKGE I T LFH R THF TR, LT K
R, BEEE,

AL A @R,

S 2 3k
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