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[Abstract]
pathogenesis factors of T2DM, is tightly related to the insulin signaling pathway. MicroRNA (miRNA) , is a small non-coding RNA,

Type 2 diabetes (T2DM) is a common metabolic disorder - related disease. Insulin resistance, one of the significant

modulates protein expression at the post - transcriptional level through binding with target genes, which participates in avariety of
pathophysiological processes. Previous studies reported that miRNA palys important roles in the regulation of insulin signaling

pathway. This article reviewed some miRNAs affecting key proteins in insulin signaling pathway and the regulation mechanism of the

miRNAs in T2DM-associated insulin resistance to provide a new direction for the pathogenesis and treatment of T2DM.
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T AR, 2 UM PRI (type 2 diabetes, T2DM) 7
AR BN Th Ao AR W 0, © UA T FE
FEL A DL A A ZE AL s |, 2 et POl 442
AT, H AT E LA T2DM B R R4 1%, 2
T2DM B H e Z W E A, 4 R & T R A G 7
Ry E AR, AR HETIRIK A 25 T2DM 1)
TBIT Y AR JOHIA Ik, PRIk, B S4B A8
FET I EE . T2DM R IR , ZmLH = 4,
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Horp g F IR T2DM B B R R N &, HR S
RIS S EL R GE SR EVIHE, CA
T B 5 R AR T AL AR AR AT RN 23 1 A8
AT 5 R 5 A5 515 S8 bE , 2 5 T2DM B 5
FICPTAR ' WA EDE BB Gk,
JINRNA (microRNA , miRNA ) 42T 453 % ) —Fh /)N
S FAESRES RNA , 2 545 A Y 1) Z2 Fiois AR B
o Z R miRNA BIESC 0] LR RS R 5 515 5
T [ OB B 1 W 2R ER S R 2 U,
PR T2DM PRI P T8 7 1) o AR SCERIR T8 47
PR R I FE A5 Tl B DG B B 1 3R 3K 1) miRNA
FE T2DM i 55 Z HE BT i /B AL, > T2DM AH 2%
5P SR AL B ST L
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1 T2DMERERMABEXFEREESESER

Ji B ZR AR AR 25 T 8 B YR B RO REHS N
RN 1) ] A A5 BOCRIR ), AL RS o3 T 22
IR JBRE 5 2R R AR MM AS A | 32 R A A e ) R AUk
PYALZL, B a5 WL R RN IR I 2 B & R AT
J& T2DM [ Z A B Z — , FF 11 T2DM &2 |
RIEIREA DR, EIRRAET RS R SRR
SEAREE GG, 8 I e i ZR A T Tl R A SR
N, IR AEVE R . DF9E SR, T2DM B 5% 3 AH G
A% 3 B EEALAE DL T PR OBERR JILEE-3 it/
5 F 3 B (phosphatidylinositol 3 kinase, PI3K/ pro-
tein kinase B, PKB, Bl PI3K/AKT) {5 & %% 5 38 % -
PI3K/AKT {5 5 Sl A E N B E R R R 5 S
& Fim i, 2 S5HUR =g TR B, BFEiE
Ji 1% 2 Z AR IS ) (insulin receptor substrate, IRS) - 1
FITRS-2 TE U e S PR T o, S R 8 R - B
ARG T AL T P AT A T e AR B RS )
HEECIRAS TR BE i BE A ek, BRI A B it 52 A
K AIT2DM A9 % 4", Tremblay 25" #1588 , =5 IR
MREFR R FR A B AR WL, H 30 PIBK I bz B, 1177 5 3
P 15 2R R ) A A W 5 7% 2 11 4 (glucose transporter
4,GLUTA) By {3 52451 , DT 52 0 5 280 4 1) 1 64l
Z R RPN L, I T2DM, @22 2L 5%
fb B H ¥ B (mitogen - activated protein kinases,
MAPK) {5 545 538 5 - MAPK {5 545 538 B 5 ML A
A0 M A BB AN AL B DA DG Horp (R S ik
BTN 21 (W MAPK 14 %5) A8 (L 5 B
A AR 1A e TR AT 5 RS I 1 R AT 1% ok
Y, S EUR S RPN R A . U BB RIF 5%
SEEEYIZE T T2DM S Z AP R, E
[ By B AT 5% B A A BA T2DM 2 AUH L

2 miRNA 5 T2DM

miRNA | ZAEE T HAZAE YR e —Fi K B
22~ 24 AT IR , AL L s BE AR ST A R it /N4y
T RNA, Hiil i 515 /8 RNA (mRNA) (%) 3" 35 3§ 1%
[X (3’-untranslated region, 3’ UTR) 456, TERE S JE K
S 2 A AR O 5 RINA, DA T 3k 3] 470 37 4 4
EEHMEH. Hr, AEER T % 2 0002
ARG miRNA , miRNA A 845 48 i — 2 (4 23
RS SEN  EAN M Y A K A oAb AR AR T
KA TR OO R 1 & R Al 3
BT E T B miRNA 7] 5 75 431> mRNA 1

254, 2 miRNA 0] LA PR[E] 7R FH [H]— mRNA,
IXALAE miRNA P82 9 5 R HCHT LI A2 15 58 &2
AR SHTHIFSE 4 PR T2DM H8 2 I35 Bt bR s sh A s
RURTR A 20 Can g s 4120 i 86 LRI E ) v 2 %
miRNA [ 335 & A 2%, 41 miR-29a ,miR-29¢ .miR-
33 .miR-143 . miR-103/107 %5 ik ¥ i & FE™,
miR-29b .miR-338-3pFik T, XHE/R T miRNA
A] BB T2DM A 4 e 1) B AR

3 miRNAZET2DMRBERMBEXESESE
i P S SuR S

R 22 BT SE 22 ] miRNA 25 T2DM JjE 8 &
HEHUM ST 5 1% T B 1) g A2, H % miRNA
AR 5 ZE AR AL Tl B, SRR KT, &
FEB 1A T2DM (IERE " . DL B B 5 2 T 4ok [
P ANIIFGE (43 43 miRNA 76 i 5 2 (5 544 Sl g
ATV, B X T2DM JBE 5 R HEH A2
3.1 miR-183 %

miR-183 Zji% , 045 miR-182 .miR-96 %5 , & 1 4
FENLT 75 G AR RN RNA )RR, 7E45 14
T BEARSF o miR-183 M AE i | FLIR I 45 22 Flh b
AR DCHO Th PR 2, 5 RS R IhT A B
KR Motifio 55 & B, 25 2R IA A miR-183 AT
SEPEZE A 3TUTR X, 0] TRS-1 A& 3k , 3 o BH Wt
ol & 2R - TR 5 2R A2 ARG B R AV PR B 26 ) iUk
P 01T 200 16 PN AR T S R 5 2R A, N E S R
BT, Yang P HHIESE T miR-96 Xif Jif & 2 Uk
PR EEAE o 38 R R B RS T T
5 AP/ BT | 28 SR 56 % & PCR A I &
I, /N BUHE H miR-96 1Y 3R 38 1 & X FRZH Y 445
i — 209 R B 85 25 32 (AR TRS-1 44 /& miR-96 [
BLEAERR ,  #38 miR-96 16 A0 A 5 J A3 il
Ji 5 B AZ AR IRS-1 (23K, BEAR T e 2 ik 3ib
IRV B J 5y 25 B ) Je iy 22 2 AR A, TR RTREAIG 17
FUHFE T4 IRS-1 yBEIR AL, ITTF5 e & 2= 1K
Yo &A™ I, T miR-183 FikA Bl i 5
ik 5 R 32 M K 2 R R A A R A, 338 o Jk £ 2R iR
P, 5 T2DM B35 = 3T
3.2 miR-29 %%

miR-29 ZJi% , 1145 miR-29a . miR -29b F1 miR -
29c¢, I 3 m ik TR R HURA L, 2 51075 AR
B LA L% R B i 2 4 DA SRR B 3R A7 5 1%
T I — IR A R R, miR-29 KRR
JIT A A AE T2DM S5 B B LA U 1 5t i
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F AR, X2 miRNA ()28 38 5 B85 WU & 2 i
JENEB VI . Massart 55 5 S0 £ 30 T IR
BB # L miR-29a . miR-29¢ U £k,
I — 2 UES2 T miR-29 1 K AL T IRS-1 F
PI3K MR , 5200 JB % 25 -JBR &% 38 32 1438 % A1 PI3K/
AKT 3 3%, e E e i RILPUIERE . Zhou P HF5E
B, R B ARG /)N BB B UL ST miR-29a
K340 S AR H 4L, o g i, S 808
PRI o 0 — R, PI3K AR5
5 p85 42 miR-29b (Y FLHZH &, ZE P2 M P 32 2] miR
-29b [ R R, S IRAMIF T 45 R — B0 2R B/
U IIE A miR-29 [ 32 35 11 p85 B & 1 3218 /K1 2
AR, 18 3 1 26 78 miR-29b 7] B AR B 5% R S 10
JIF 40 s AKT B R AL , 3278 miR-29 AJ DIAE A i &
PI3K/AKT {55 5% 38 i 19 60 15 A7 R, miR-
29 AT REAE R IR 5 2 AR S Tl B T K,
T2DM A7 e BEr A T AR o
3.3 miR-27a

ELAFFT R0, T2DM H 35 AR Jik £ 25 i 335 v
miR-27a F I8 5 1E F AR FEALAH Eb B 8™, miR
27a SRR JA R G A R S 2 DA G,
T2DM K FRAR Y 16 20 i HF miR-27a ) 15 i 3 Tt
FEn ) SIS 1 R miR-27a 2L P, 5 T MAPK
5 B S PR G R T MAPK 14 (193638, ATl
B 55 2175 T OB 5 AT Lo B B LA A A B 1 2R
5 AV A R, UESE T miR-27a SRS &R
BRI ) S R Yao 25— B BP9 KN,
1R N MR AT A DG 1 i ZE AT/ N BB A miR-27a
T Ao 0 7 3 AR A T A 348 R T 2 A Y
4B AL , BHLIBE AKT/PI3K {5 5 1% 53 i i AKT
BERR AL, , 175 & 2 5 ZR AL, AR miR-27a ] L) k3
1 BE PR /DN B JBR 5 R SRR o 11T Chen 557 IE S
T3 33K miR-27a W] A # ] 0 ] PPARy 2R GE
VS AKT/PI3K {5538 1%, S| T GLUT4 FTE 4, B
IS R g, I, miR-27aVE —Fh a1
miRNA, 5 5% 2 0 SUSPE SR G, T BB A0 18 45
B R (5 5L SN T2DM BA AR L
34 miR-143

A Ak [ B 25 G 2R 1 AH DG 8 1 8 (oxysterol bind-
ing protein-related protein 8, ORP8) , 1E M [k & K15
TR G — Rl ALY P, T LU AKT/PI3K
SO PR OIOE o Jordan 2525 i XU K
TR & P miR-143 5 ORP8 {Z{#i RNA 3’UTR 1Y
FHEAVE A, FSE T miR-143 5 ORPS (1) BL #5087

FH, miR-143 38 2 ¥ [ 4101 ] ORP8 Y35 , M 1
AKT/PI3K {5 5538 % , 5 A e & Z LT . sk &
BRL, v R MR SR /N B IR B 7 2 20 1 miR-143 3%
IBKAF- A, AT MAPK {5 5 % 538 % MAPK
FIBEIR 1L , I8 (1 JE & R HEPT ) & AR, i TR = AR i
72/ BUHFIE A miR-143 W AT 33656 PR s R IR & 5 i Y
i ZAHT> . X HER T miR-143 0] BEE i 445
5 B A5 T Rl g R AP T2DM EH .
3.5 miR-338-3p

FET2DM B 5T & B 7 miRNA () 8175
[T AR A SR P W A2 M R
Dou 5" F 3 F i 55 ZRHKPURLAY | & 3 db/db /)y
B R AR MR /N BRI S 15 pg/mL TNF-o T Y
C57BL/6] /)N BRI JE H miR-338-3p £ ik & F
Wi, 25T IR, 13 5K miR-338-3p i i 4 1)
PR B USRI 4 T T, SR AKT/PI3K 555
P, Wi T CSTBL6) /DU S H AP, $278 miR-
338-3p 25 T T2DM 5 RARPLAY A A L e, O m]
FIEIH 3 52 A I £ 3R AH DG AR5 38 I B 22 T2DM 1Y
YEFAE R Z —

4 BEMRE

ZE IR B 5 R AR A% Tl B 5 T2DM R )
FHCHUE UIAH G, 1 miRNA 1E Ry U1 4F K i 52 10 34
S FLE R R IR B R AF S il K 2 5 T2DM iR
B REPUL AR R PLRZ E R . RGBS
FIABIER A, miRNA A BE 5 52 I JBk 5 R {5 515 =
T, NG T2DM IS =AU E LS, AR
PBFSE miRNA 7ER S AT DGR 5 R 5514 558
B& A M E 5T T2DM A R 25 44t 17 —A>
BT ) o B 2 W B 9 DA S 3 i PR 10 FH 2
BRI R I, I 7 A BOR A Hu R
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