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[ Abstract)

type 2 diabetes mellitus, and cardiovascular disease. The incidence of MS is rising worldwide, the mortality and economic

Metabolic syndrome (MS) is a group of metabolic disorders that directly increases the risk of obesity,

burden of which are increasing each year. miRNAs play a crucial role in various biological processes by regulating gene
expression through transcriptional mechanisms, and alterations of gene expression are associated with glucose and lipid
metabolic disorders. Therefore, we selected certain MS-related miRNAs and summarized the roles and possible mechanisms
of miRNAs in the regulation of MS components to facilitate understanding the mechanism underlying the MS development,
explored the potential of miRNAs as MS biomarkers, and provide new ideas for MS treatment.
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TP, 2 BUBE PR 9% (type 2 diabetes mellitus,
T2DM) A4 AR R 2018 4 E A& o, il
N MS WARUEAL B Ry 24. 2%, Horh RN
24.6% N 23.8%", HET,MS B EREEA
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25.68 A, ITARES  MS B SR AW I H
TR, X 5 R R BN 40 I S5 A
ARSI A B 2B G, BRAAC I ZE AL 4 4 53 24
YA, BATHIA YT 7 ik BRI IR AR T
A RIG IR R 2 HURE IR R 2%, IERE
(443 F- ML AT MS 80 1) 1495 BRAIL 11 o A 5 4 ) B
{EIA BF9E R WALFE miRNAs 7 N 1Y 26 0035 14 27
ki 2S5 H A, LAk, B &
miRNAs 7F 22 Fb A RpG B G B rp & 4% 51 B 0 8 4
VEFE , L5 25 0 R Ts AT . & BTy | 5 4 i
WAL IR W20 o1 55 I B U R e 12 W T
Je FIE R B BB AE B R A bR AR e, AR S
ZIXF miRNAs 76 MS T 1E TSR dE R ik 1T 450R ,
i miRNA 5 MS #4519 ¢ &R, JLHZE miRNA
SR R A AT RS B AR T, DA RO T RE A A
FHMLI AT A

1 miRNA &

miRNA J&/NYREEIE S RNA 407, B &% 19
~25 MR , e LR 5k o B 5 S NG S )5 R
FIVERT . 1993 45— miRNA 7 75 il fafT- 26
HUR I gy Ao R B, [ B, miRNA 7R 2 HAh )
P i S B R, 124 R 1k, C%EE H 2654
A AR miRNA JFH11 . miRNA (425 9 1% 1l
1 ZF L 32 B A AR ], L miRNA 28 2E 17
16 LT RWRAE 21 miRNA B 5k (208 [ A
DNA 187 ) LA B 50 miRNA I T S0 3% v A AL
il (RNA Zid) 7, i FAE miRNA #RAEAS T £
AL R A IR B H0 3 R AR A7 31 24~ miRNA
AR, PRI Y 0 B8 43 5 AR 5 38 B D 2%
a5l LB 20 0, iR 8T KT
LRI e

2 miRNA 5 MS &HSHIXF

2.1 miRNA 5FBR¥

JIESJHE 2 i A 2 48 AT BE S T B 19 4 AN - £
SEWING TS B R WL sh Y R e T 2 32
AW AR 44 (white adipose tissue, WAT)
FAE AR T 4121 (brown adipose tissue, BAT) , TE4
HAKE b RERE R RRAE S WAT B3 B8 F Fns A
Z AR BE R LUH I =8 AR U AE A WAT b i
BAT Wi AR B P K ORI fE S . WAT 424
Kz T g W 4 21 ( subcutaneous adipose tissue, SAT) I

N IERE I 2H 2 (visceral adipose tissue, VAT) , 9K g
T AnALAE SAT Fl VAT thR I AR D RE (5
5 5 AR R B B AR OC , B4R S BB S R
(insulin resistance, IR) , I, A5 15 2 2385 A o R
VR A BEAS S B T T %

miR-17-5p J& miR-17-92 FE MY — 5 , &l 1o #1 )
IR Rb2/p130 R Jin i i 107 40 i oAk, 2 B 5 3R O
WA F AL B S B R, Ramzan 261 A
FE AT i 7R, miR-17-5p J& MS JRAS B fe 5
R, JF BAE MS 2l b 3Rk B2 T, A2
M, X5 Heneghan AEU0T A5 i 25— F, B
K BUALREZ IR o miR-17-5p ik F I, IF A 51k
HFEE(body mass index, BMI) A, X EEHF5E
SRR H] miR-17-5p 7EPOHEAL RS I b vl 58 & 4%
YEH, e PR B2 MS R — 1 F R R,

miR-26 K MR L F W RS 55,
Acharya 2" BFSE % P miR-26 58 i #[]) Fbxl19 4
il B i AH. 21 B9 ( adipose progenitor cells, APCs ) 431k
FRGWT A & APC 43 AR D 2 23 5 1 1) 3 25
T, Zeng 25158 5 X miR-26a 3 2835/ LAY
W5 B, miR-26a 7E G 5 h e S o 325K 29 4 £
miR-26a 1 15 T BN AR 5 f2 A E KPR,
1M WAT %78 fi 5 A= BRI AR 107 43 it A AR Al A2 4k
O TR A i o0 A 2 TR A R, B miR-
26a 1t FEIRAL D P IEG 105 R AE AN 9820 B T T s 4R
o BAT, ;X IR E miR-26a 7] LUE Ky —Fp T H ok 4
NI g D5 0 R e R s, AR WA B T MS
T2DM HJIBIT o

miR-27a 7EAE AR T AT T2DM AL JHE 28 25 A 1
BRI ARk, 25 2R A4 B R AR,
AR AL BT Az RS RE PR 1Y 7 A= el 1 F
eI AR R L 78 miR-27a /K50 &% TR 2
TEARDG, NEJRET , miR-27a F A 7 20 A LA S 4 1) 18
o8, SR 5 B A LIRS 20k i A 1 /) B o 4R
ALY B RS 5E 4 18505 32 1R y ( peroxisome proliferator-
activated receptor-y, PPAR-y) $ % IR'"*/, PPAR-y
se 4 B IR A 0 B By 2R AU ME R A ZO0E T R
Chen 55" & B miR-27a A ELHE 4L PPAR-y I3
ik JFaE 2B B R PISK/AKT/GLUT-4 3 i , M 1T
3 IR, miR-27a 7 T MS B (9 IR, DA i 42
miR-27a B K AT /RN IR YT MS K T2DM () — fif
i,

TENZE R, 3804% by AL FAC I 19 K 2B R S Ay
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PICHR  Hph — AR CE A1 3] 2q21. 3,1
ZH L PR e ) SR T DL RT3 B N 26 2R 3 v 9 B
HIF . miR-128-1 " Z RIKTIRNH L WL T,
BRI T 2q21. 3 ALl 72/ BRI A
B miR-128-1 (1% iz SCHE ) 1 2 P9 94 falh 5 2 fE
THABRE N, 8 T IR IR S B IR, JF .35 2
PR AT O, XA 2921, 3 A S
N AT Y AT JHE 2 e 28 /0¥ 3 5% miR-128-1
FkR G| 0y, O miR-128-1 AT RE& — A i
(B NE B B E A
2.2 miRNA 55 m¥E

IR & MS RO BSR4 Bk % 2E IR I,
eI B 2 o3 DR I 5 3R A 4R 1E H A A 4 W
KAV I LAAE , fe 35 1 J5 R By B 40 g 43 W
i & A RE T T B, LI P A K T

miR-375 &2 5 5 siM A e 1 43 1,
HA 6 5 R W TRk, Lin %1% W50 &
miR-375 8 [ JLE 57 3R (myotrophin , Mtpn ) 174
il P22 56 S Bt 5 1 ( pyruvate dehydrogenase kinase 1,
Pdk1) 0 60/N BUBRE 55 B 40 ML 3 W IR B R b,
miR-375 7] I 1 40 i AF A B ) B R 3Rk PRI
I B RCOR B RO B BTHE K

miR-33 ZJEA WA BB, 53 90 04 miR-33a Al
miR-33b, miR-33 J& f { BE 98 5 R4S T
(sterol-regulatory element binding proteins, Srebp ) 3
DK 2t B 14 P97 F miRNA 76 IH 5 B0 | A 107 R £
AR R A5 S IR T R EE/EH . miR-
33 i F N O R R L B ( phosphoenolpyruvate
carboxykinase 1,PCK1) A 24 — 6 - 12 ( glucose-6
—phosphatase catalytic subunit, G6PC) 38 1% 5% I 4] %
BEACHE, 38 2 46 sirtuin 6 FBE 5 F Z KXY 2
(insulin receptor substrate 2, IRS-2) # 5% ik, M M7 i
T IMEKFT ) Refeat 2 WFFT MR, 5 fEREXT IR
L L, MS 43 T miR-33a KT W TH i, BT A
MS ZIRFH A T2DM, 70% M HEE ( BMI =30 kg/
m?) AT I O HE 1) miR-33a S A R 3A T AE B A
T2DM A 7 BB BR &, miRNA 4341 0] LS B pF A
BIRRDL, I BT IS A N E AN T2DM 1936 97 SR W
HIE Shahouzehi %1 BF5Y & B, 5 -4 bR 1 3 LA
Je T2DM S5 A E R RO AT f miR-33 B0
T 7K 2 0 T 5T 1R 0 PR i 30 EL R 2
ZAYNATT AR, R AT HEBR 259, 0 HE AR
PEIE R KX miR-33 FIRAY T, AT, 25 I 1

¥ (fasting blood glucose , FBG ) FIUBH AL ML £L 25 H H T
MDD PR 14 & A RN R ROk miR-33 1] BEAE N 4y
S PR R U S s (R T T2DM Y AR bRk

iR BE DR SF Y let-7 KOG 2 4 3 58 4k BF 5T Y
miRNA fEZ— let-7 ZEEM GRS gz 4 il A 5~ 2
e 5 2R pR A O, B il T 2T 4k 4k | i i
PR REAE Y, BRI let-7 Bl UE B b 5 AG4C 3
PN, S AR S A T2DM B0
FER ISR AARLE , FTHRPE T2DM 855 I let7h-
5p /KF-THE, I H let7b-5p 13 B ek 2 ik
FR AR K R SR R B 3R AR I Frost
EPVRIAE N let-7 g BEUROR AR AR S M o 3R
RS B KR 2% AR 12 52 P51 (impaired glucose
tolerance , IGT) , 13 $T miR 5509 let-7 F &K
R AEXT UL B /N LAY TGT, I H Bl 3% il 5 7K S Fi
IR, AL 3, let-7 7E/N BUPLPA h e 3k 0 i B
2/ PI3K/mTOR 1 I ) 2 Flt B>, 42 45 IR B 38 %2
& (insulin receptor, INSR) \IRS-2 Fl [ & ke E K
K+ 1 %ﬁi( insulin-like growth factor 1,IGF-1R) N
T ARG R 5 R AU . H AT T let-7 AR BN
FHTIF A/ RAEAY | 7R Im R AT PEAL X 28 miRNA 7
e, R RYT miR iFF Y let-7 K @bk vl RE R IG T
T2DM HY—Fh i ETT 1%

Avgeris fffm“ ST T MS FIl T2DM £ 340 & 1.
FEARY miRNA 5 f e BRZE AR L, MS 1 T2DM
FH I miR-24-3p W& NE RIS MS 2l sy F
P e ss , 76 —T0AR T2DM 23 iR 1l
miRNA & A5 T [RRELE 18, 530 4 B 1 E Y
Xt HRALAR L, IGT B T2DM AN B4 1fi 3 Hh miR-24-3p
T, ZHEHATRES 5 MS B R HLE L G
5T R e /N B miR-24 38 £ HE I P 5T 9 7 75
SRYAMARLYE T, S KPR b PR 8RR 5 B 4 i AT
WAk 22 T £ 0L S B 41 i F R o 1k T
REZ TR YT B PR 1T LB 2 0 R T T2DM Z 41,
miR-24-3p W2 5 T 1 B JRHE (type 1 diabetes
mellitus, TIDM) [ & &, 7 miRNAs 24 7, miR-
24-3p 7E TIDM S35 19 I35 FF A g i o i 45, 32
FrHTRES 590 1y A= )~ i A5 AR 5 E T1DM
AR EG, 7E TIDM H & Bl miR-24-3p H7KF-38 1,
XA ZRAE TIDM A T2DM /9 & 9% MLl 1 miRNAs-
mRNA RS HEAR BAE FH IS 1 52 2

BMH Z, miRNAs 25 7 @& LB K T2DM 1)
RARKSE, EATIES i i B b Bl s iR R0k 33
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R AR % M AR S Y A 2D R R, R
KB PR IE T X 48 miRNAs 45 1% 2188 5 1L
il AT 1K T X 2E L A2 MS K2 T2DM 3R 97 P Y
(B
2.3 miRNA 5MERE
MS i fg S o = — Al R Il = R

(triglyceride , TG ) KT i PR A, 5 A2 B2 g 25
F (very low density lipoprotein, VLDL) fI&%% J& g &
1 (low density lipoprotein, LDL) | /& % J& g £ 11
(high density lipoprotein, HDL) F1{i &5 Jg 5 F2 ( free
fatty acid , FFA) 7K-F2EAEAHSC | BEAE 7 3h Bk sk A A Ak
IR JE

AR AR 1A Wi e I8, AR N g AR
W R, miR-122 PR & B, R AR
AR miRNA Z—, miR-122 P87 ZFp 2 5 iF
O [ P i D TR S %) 5 AL (EL R B T i T
PEIF AN A S R X 3R, T A J2 #E 1) 4 AU i
Pt AR — T3 T A TR Bruneck BF 5T
R, miR-122 J& —Fh HI T2DM F1 MS XU (1) 43
T EARBIFEARES LT miR-122 KF5 TG
LDL Al HDL SE1EAH G, I 75 3 1 [ Bl 773677 (B
FEAALTT 10 mg) & TR, BRILZ AN, MATHE/
SO miR-122 F5 BT, & B i A AH 5C #Y 2k
Rk R, an ATP #7455 iR 24 f# il ( ATP citrate
lyase, Acly) GCRLA& H i = g 4% %% 25 [ ( microsomal
triglyceride transfer protein, Mttp) il Srebp-1, iX$t4%
RO miR-122 FET T LG AR AR A TR
Wi, Chai % 098 & B miR-122 32 % s K F 4 H
A ¢ I JL 32 4K o (retinoid acid receptor related
orphan receptor, RORa ) WY I8 17, FFA i i i 7%
RORa 3 /17 BUIF miR-122 #9335, AT 755 1T 16]
M 53 # miR-122, #EAh, miR-122 /) L3> T
TG AEWE I, B T B4, K e PR R A o hE
RV, P miR-122 W] LLE R A MS 13697
LTy

3R JLAE BL, miRNAs © 808752 HDL 74
A AR SR KL EATTAS 2 I8 5 44 )il HDL
#3525 F (apolipoprotein, Apo) B B, T A2 #EE [i1)
2 55 40 i oA L e A1 10 B D 3k A o R R X
ATP %5 & & ¥ iz & H ( ATP-binding cassette
transporters, ABC) A1 #l ABCG1 A S, Hirep,
miR-33 IATTE i N )32, F miR-33 BB /) B e
AHE AT S5 R B, miR-33 LA ABCGL A #L5, I

T AR R A HE 3 ACHT AR B9 HDLPY Marquart
SR miR-33 ek, BT X A2 MR A5 (1 I
SMHER] ApoAT FUIALTH WA . A2 40 b it ik
miR-33, ABCA1 & K Fl 8K 1 1Y 2 3k LA Sl 2% HDL
K5 3 PR A, 1T U0 ER miR-33 J5 7K L, Price
SFUYHEGE KB miR-33a AT LAFE ) AMP 1S AL i
fif ( AMP-activated protein kinase, AMPK) al f)3ik,
2S5 IR FURSE, miR-33a XF AMPKal #Y
FRI AT BE 23 35 I 240 B Py JIEL ] R0 G 107 R 2K P, S
Z ,miR-33 1E2h— A1 S5t [a] B 7 240 i A {1 T
WS- fl &, A0 o) IR T A 3, 99 R 2 AR
W, 7R A5 O I R B K h kA A
TER,

miRNAs [ 2% 35 % i M AR 36 K] ( expression
quantitative trait Loci, eQTL) 73T 45 SR 2, 7 A1)
JHFHT, miR-148 Ji5 2l X SNPs 51§ 2 H s 0 [
WE TG Al LDL A8k # YIHI 2 . Goedeke %17
K IAE/N A miR-148a BERE I INIF LDL 32 {4
Ik, FHUMIK LDL A FFEAK, 117 miR-148a 7E/)N
B P it 638 45 TR ABCAT JERIAG 3K, M
JNAEER HDL 7KF-, B, Goedeke %57 IA RV T
LDL ¥ BR A D H I8 75 P 7, miR-148a S 0 B £z
9 LDL ZRSE M, SR, BelE Wang 557 B 98 &
B miR-148a H A SN LDL Z /A% 527K -, miR-148a
SR LY B R A2 ORI LDL A2 R A
JEE A& B3R5 LDL 324K, PR, 5 22 S i )
i R TR (AR SR SE i 4 ) miR-148a Sk k% 1ML T
e Bk BA TR KGRI 1 .

R HR 22 O AF 5T 36 78 miRNAs 78 i85 B iy
SEEHRAE T, ¥ miRNA P LAAE R —Fh B 36 57 2 A
LA (4 5K W, SR 17T, — 28 miRNA (41 miR-122 Fl miR-
33) WA IBIIG 7 B DR il AT BE 5 LR A RO, £
T AL JHE AR TEORS PG W TF . PRk, R ke iz S92t ik —
A BIFFE A ) B miRNAs £F AN [7] 200 1t 24 780 v (%) o
R,

2.4 miRNA 55Mm/F

A ey 0L Hs 4 5 380 A 3 o o A AR A
PN S N B D RE R A B2 S HEAE Y ax st ] S 3
Bk REREAL Y &, 35217 2 miRNAs (7,

miR-1 5 P [ 2) GE % 653 % U) A 3¢, Mondejar-
Parreio % 7T R W] miR-1 75 5 il 3h k-7 ¥ L 40
fifd ( pulmonary arterial smooth muscle cells, PASMC )
HR % 4 28 (reactive oxygen species, ROS) F= A= 38 il ,
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ALY BT -1 R -43 N LER 2 #
Kriippel #£ X 4 ( Kriippe-like factor 4, KLF4) [ 3%
R SR DIRERERS . 1A, miR-1 LR AT R
I L RS B8 I (Kv) 1.5 Bgis dEFn sk, 3 B
755 PASMC JEK , AT W] miR-1 7E il ik e He
(o HRLAE A T

Doghish %[4114% MS H & 43 A e I 2 A E H
MR, W58 &5 MS 1E i 41 4t 5 X6 i 2
AHEL ,MS & ML 4 17 miR-21-5p #ik L, It
Ah,miR-21-5p 7£ MS = Il FE 41 /Y 22 35 5 046 TR | &7
KIEE R EIEMR, Cengiz bl e P 5 {0 IR
UM LE 55 1 A T miR-21 AKSF TR T P
— & b A A M (endothelial nitric oxide synthase,
eNOS) /K F-F& A%, miR-21 5 1fi i 1 85 3h fik 4 i v
JBIREERIEAE, 5 eNOS /K2 A, DNA i
I AE 2 B ( eytochrome b, CytB) 38 /0, Ll -F B
He P HARA ROS RSN, A HFSE B8 45 T miR-21
AL 4 308 o 0 ) O IR R AR R CytB, i
PR I DR R 4 a F RE AT O JILNES SRR el 2, 28 3 A
i miR-21 KCF T w2 AR AL B — 4
2S5

HelE 2 W1 v L A A PP B2 BF 2 miRNAs
LRI B2, AR E ' miRNA Rk FAME
SR miRNA R BESEAG Y7 e I 5 2 T B

3 RESRE

fEat LW LR, A& miRNAs /T 19
RS MS W48 Z [R5 5 TRA B &R X
miRNAs X325 0% 1S BTG DA IR B Al 28 ¢
T U miRNAs #37 MS AR TIHLHIE AT 25
B Bh K T #5458 (10 PI3K/AKT) Hfig Bt ( n
PPAR-vy) 1Rt J80E (1 NF-xB) M 56 1 215 5
%, DL AT T P ST BRI (4 SOD1) Rk,
TES W5 T, AR AT L 1 4 %5 7 H AT RNA S8 3K
34T miRNAs, i — 20 B B 7E T Ui Qi 42 b i AL
PR, ERE AT BT BE PE BT A0 R B A S B 5T, DL PE
3% 28 miRNAs VE RIS W MS 19 4 Brbr & 90 1
AR, FEIRIT I, AR LIRS miRNA 75 38t
FRUGHAR B 0 S 5 0k A RO ] ALY miRNA 7
B P 2 SCA i 90 A — B A8 2 T B R 31 o) 40 356 A
FR3ed B ek, (P ) 2 miRNA B4 BB 4040 K
PSE MS H miRNA f R34,
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