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Abstract

Insulin resistance (IR) is the main pathogenesis of type 2 diabetes mellitus (T2DM), and the gen-
eration mechanism of IR is particularly complex, in which insulin signaling pathway transduction
plays an important role. In recent years, more and more studies on MicroRNAs (miRNAs) have
confirmed that miRNAs are key regulatory factors in glycolipid metabolism and may be related to
their regulatory signaling pathways. PI3K/Akt plays a dominant role in insulin signaling pathway.
Therefore, exploring the regulatory relationship between miRNA and PI3K/Akt signaling pathway
as well as clarifying its target and direction of regulation is conducive to providing new therapeu-
tic directions for T2DM, and miRNA is expected to become a new target for diagnosis and treat-
ment of T2DM.
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1. 5|8

B R (diabetes mellitus, DM)/& P 73 5 45 8 i WIS P AL Gt 5 2 —, BEFR S A BRATIN 7.

B A5 AR S P BB AR A, DM 1A AN o, AR [ R PR 9% X B (International
Diabetes Federation, IDF)4itl, H FiFEBE R EE 2 1.2 42N, FE Ol R & K s i B K
[1][2] [3]. %&T i, #RE DM 2 FAWZ AR LT B 51 RAZW I 2 FiE 5@ 2 7% UIo0E 55
[4] [S][6] [7]. A FMEPRIE I ARALH AR 5E A A, ¥ JORE . AL ROBOR R 5 R HKHT5E . DM IR ]
43N TIDM 1 T2DM, JE3#& 5 90%LA . T2DM =5 B T ML) A2 i 5 2270 WA i F i 5% 25 5T (Insulin
resistance, IR). IR 1EN T2DM M EERBVLE], SEZMMERMR, LFR[SIKI, RERZEREFES
WSS G K IR I EERER, M PBK/AK ISR VCNIELE T 25 IR, £7=4 IR M EZLH .
WFFE[9]% 1 miRNA 5 T2DM 5% 56 %, ik, #% miRNA 76 T2DM-IR 1 (#1E ) &% H s, B
X% T2DM [ B 16 SR 8T 77 18]

2. P3BK/Akt ES18BIg

T2DM 15 545 50K 1 84 AMPK. PI3K/Akt. FoxO. NF-kB %%, PI3K/Akt /& /i & %15 515 51
— 4 RERE, R IR EER K. PIBK &Ry B NS BN SES, A S BE 45/
R (Ser/Thr) BB K75V, B ELA B R IR VIR 1 v 1, 2 B 2 R i Th B 1040 M 15 556 S 18 1.
HRAE PP 51 [RIR M AR 52 7 I 4 T IOAS AL, PISK B0 M =2R(1 28, 11 280 1M1 28), HAh i) iz 0
& 128 PIBK, 62K PIBK A Ak, AT p8s ALV IE p110 M9k, W75 A p85 &4 SH2
A SH3 &5k3, v S5MRES AN s RS A BAEH . Akt & PIBK R & L, HASAEKET.
SR T AN AEE . AR, BB I A AR AR

PI3K/Akt 5 SIBEK (146 T RO, M4k A REA R G E OB AM{E S5, PIBK
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() p85 U1 IV Fok B ol 55 4 B R B AL, p110 WIEE I 5 p85 W45 &40 R P14, 5- BEFR g
B ALEE(PIP2) %54k N PI-3, 4, 5- =W BR W JIE BEAILNE (PIP3) . PIP3 1] LLAIZE (1 B (proteinkinase B, PKB/AKY)
(1) N i PH S5M38045 &, 8 Akt WA F5 R 2040 MM |, 7R 3-BERRURE M PE 22 UG 1 (PDK1)AI
3- TR ML A 6 P £ (1 0 2 (PDK2) IS~ , 43 50l Akt 25 1 B [ 25 S R B RR AUA A (Thr308) Al 22 2 IR
R RR AL AT 55 (Serd 73 ) i BR AL T A HLITE o 0% i 1) Akt 3 I EEL 2 R0 [ 42 7 P A T L R 0 76 i 3 BB
HFHHA(mMTOR) [10] [11] [12]e SA—7TH, MEMHIZEERE PTEN (55 10 5 42 OARBERR R A1 5K & A RJRE K
PEFE DR G i () P2 n] LA PIP3 7E D3 7 KRR IL A Bk PIP2, Wl Hlf] Akt f3E4k, MITISZEL PI3K/Akt {5
SR ETR T, MR AN A AR T . A RE TR T PISK A AR A U A B L A 4 13].

3. PI3K/Akt (S 5185 T2DM-IR ByXxF

TR & LAk Py 340 P P 2 2 52 PR O0T JR 5 3R 25 IE S SRUBR MR AR RIIE 8 7R 0 Jok 8 3 7 AR K T I
WAV — FRAS . MRS UL, BURFAE. B UURIR D 2 230 B 5 2R 0 I -5 S30R 60 0 5 L k2>
Al MR BL[14]0 IR AMUE T2DM (1) 35 ZER 5 S hll, 5 /2 22 R AR M e s 19 3 [ s B A B RE etk H T
K IR IR HOS EEETEER RESH FIRE. PBRAMIEABSRESHINFEERKZ —,
7 IR e E A, HAEANSI MR T MR ITER, ZIMPASH: PBK 2 RESESHM
KA. BERESESMEELR. BRRBREHZMAESE, SRR RZE, R RZEIRY)
(IRS)Wltk, I HAE p85 WHRMIMEA T, 5 PIBK fHE A 0E PI3K, &1L PI3K {4k PIP2 f=/ PIP3,
PIP3 5 ¥l B (PKB)4E & 70 UG PKD1, f# Akt BER{L, 35T H FIF0 T GSK-3. m
TORC. GLUT4 %%, sZmifE s i8],

Ak, PI3K/Akt fEfk SR Z ARG (E S SHICEE, T2DM 52/ IR Al A5 PI3K/Akt il Ik 5 &5
SAL SRS . PI3K W& LS ATOE GLUT4, GLUT4 J&— Ml & 3 35 s A A s B e, 1560
B RERAAS, /& PIBK/AKt AR RHFHE 5[ 15]. GLUT4 LB ST a0 iis, (S, FFERIAE G
SGH LGN FE R FIR[16] [17] [18]. iR E6t= GLUT4 & IR R HIR B, 752 IR KA B E 2
JER 22— 3G PI3K W] LAIE I B AR A0 A P OE B e N a1, TR ARAR . S —Jr T, R
FACW R, IRS MEARBEIRIL N %, T80 PBBK I&1L, #F—B4H| GLUT4 ¥iz, MiMiFK IR. HiAT
UL, IR FRA S PIBK/AKt 15 5 i S I T sl BAA R IR« BoBiit 7891 B miRNA 7] LR 4% iR
BEE S, JHM R T . PI3K-P85 /& miRNA-320 fHE &, SHiT 52 [19] & L, miR-320 %f PI3K/Akt
ST IEBAIHIER, U8 miRNA-320 Al gEiEd 2 Fi&e 25 IR, DM MEAERIE. Aohss[20]3%
i, i miRNA-320 7] R 1gf-1/PI3K/Akt {5 5B L TR, HILIRER miRNA X5 205 5@ ik i 5
(1R FIAL A AT LA I R B VA T2DM SR8 (VA 7 5 A5

4. miRNA 5 T2DM BY% &

Bt SR 2 B A A2 R, BATRT miRNA A TIRARIAIR . miRNA J& 28 i N 5 FE K] 2
T K L) 20~24 MR I AR 9 iY B8E RNA -miRNA 1] PLUE IS A SE mRNA (585 M J0H] #E mRNA
IR X EE mRNA RIFEWRIZEIEH . miRNA FIAEYE BSOS : E40Z T miRNA LR 454
pri-miRNA (K] 300~1000 Midt), 2358 Drosha Bt % pl & F 45 F9/) pre-miRNA (K 2] 70~90 4>
T3E), Bl miRNA Ai4A, pre-miRNA 7E5%12 % 1 esportin-5 F1E T 4N BEA% 412 24105, pre-miRNA
W21t Dicer Byt — IR, RISCNKY) 20~24 M miIRNA. A miRNA 5 HAl 5 5 45
& E A% RISC (RNA-induced silencing complex), B11% 5 RNA JIERE 414K . RISC PL mRNA A H#x,
T 5] AL HE mRNA B R B0 BT UL, miRNA 5= Z DR ELHE RNA YTBR LS I R Rk i 5%
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miRNA FJEE ZFfE R a0 IR, HEBEARE: 2407 IR GEmikR R A RS 5. 24 IR (F
PR AR R SR R E), W5 IR (BRI S R 557 S I GLUT4 #i & M I %12).
HHFFE[21]0F B miRNA-320 {EMENEACH S A . X = 55220 7R B miRNA-320 5HECH . IR
K2 Y] Yu Yang Z[23 10 70 & Bl miR-27a £ C57BL/6J /N i FE ik, S EUH I = B8 F3 & P K PPAR-y
A Ad L R 4], A FEL IR, miRNA AL b 36 5 205 5l B 55 5ok 71 IR. miRNA T4 IR
F2 BARILAE T R & 25 S PR A T AR T, RIS R A5 S @B I S o) 2. PTEN & miR-21
H#EIE[R, PTEN REfE PI3K KA LSRG, K PIP3 #5745y PIP2, #fi] AKT KL g/ TG4k, A
0| PIBK/AKt FE ERIE, SiURBHATT PBK M-S HIME @[ 11]. Mok, AHFIE24) K miR-21 #i]
FUAT S STZ 53 1) T2DM KR IR I AR 2L . Zhu-Jun Mao [25]1550F 51 & L1 RN 26738 3o 1 15
FTFHE miR-29a-3p 8 bR B PR K SRR 5 R T, 5286 & B IRS-1 mRNA () 3°-UTR & miR-29a-3p 45 &
£7 5, miR-29a-3p ] LA ELFEEE [\ Y757 IRS-1 BIRIA, IS AN 47 7] DU T B 4EHF miR-29a-3p 7KF,
H9hn IRS-1 mRNA JKHERRAG R FI 3L, RIS R 2 A(E 5@ IRS1. Akt. PDKI 18 F 3RIE K
12 T2DMIR. 55 SEEGHFFL[26] [27] [28]UESE 1 KB HETS L7 W] LB #% AMPK. PI3K/Akt {5518
%, S5 BE R AT & IR - Xue Zhang [ 16155 0 K B A 41 K B i 2 2F HepG2 411 i 1 miR-150 A miR-223
Fik B, #—5TI GLUT4. IRS1 F£iELL K IRS1 Ser307 #ifR{k, jn GLUT4 Ml IRS1 (£ IE, i
IR. FAAMIFFRE KDL, miR-150 i fFFKIA RN miR-223 /K, 1 miR-223 i FEHE NI T miR-150
ZRIE, RIUEAEN miR-223 W HETE miR-150 ¥ BT RF, JF H2H A RW NFRATF. i
BWEFL[29] [301IF T AR A LR APUARHE, PTG IR. Bing Dai 231140 F UKL, 7Stk
De] LA BRI IR B 3115 Sl AR SC R T I ERIA, ik PIBK/AKt 15 S s A0, AR B IE  IRS2.
PI3K. Akt [IBEERIL, UGEESHFHETH mRNA Rik. SGRER, ANKRHBHEZEZERIK T2DM IR
K BRI 2 R TR R 0L 375 J 5 2K, S B 2 O, 0] IR 9K W1 S5 [32)0F 70 R AL ok o]
W miR-21 %Kik, L PTEN ik, #Emid] PBK/Akt /5 Sk, 3% IR.

miRNA Z 7K1k, X7 T2DM BIHZWA AN E, Yang Liu 5533 ik B & 52 405205
(IGT). ZMEIMKEZ 3152 F (IFG). Hriz i T2DM B35 KA AR MG F miR-126 Fik &, iF5Z miR-126
AT FH T 07 208 R 7 A0 R WS W PRI (A ks £ . GHADA AL-KAFAJL Z5[34 |8 58 R B, A& 4 1l
H1) miR-15a 7] LAESN T2DM FURE JRI% BT BA RS (E A VIAn £ . Ak, PhERSE[35]18 K I miR-320 5
R DR 973 R0 DX s A A 3 8 S W REAR AR O . A W FE[36] R B, TPt miR-320 Fik X i #7551 MING6
Y5 B R E R, AR I ALH] 93 miR-320 FiAH0H Akt/m TOR 15 Sl B A4 0 =i A S 10 S
YA TG . H4h, miRNA FENANHE N EZ A AEm SRR 1, TR R RIE LT, E
LR . 2B, 5. BESEm) I RIEEEEEM, AR Y, miRNA-320 5
ZMMIEAEAERR R, X — Le R ) Ak J ke A A B BEAE (3710 0 5 25 (3811 71 K I miRNA-320
FENT Y 20 e 2AKIL, E2F1 /& miRNA-320 FUSEFREEDR, R 52T i@id B miRNA-320 ik,
TR IR A BB 25, TR A R R E2F1 K08, (R4 T, E2F1 /& E2F G R T Kk
BT, RTECRANRE N, AT R, S R R R AL, REmA . SRR, B
—EMAEAE . REBOWFRRIL, %A miRNA-320c JEL#E[H FADD il i i 4w, 2
BERf R AN AR B AL A, IESE T miRNA-320c 72 fifi i3k g vh B SUmRE I . AR5 2400 7L Bon
miRNA-320d A #0HLCALAEIE T, HARRE S ONITIFE T8, 405 K, S5.0E 4410
R R
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5. REEERE

IR /& T2DM KA K R BB E LA, 8 3205 5 Il I S7E IR hlc s £ 3/EH, 1fi PI3K/Akt
TERGIIES R G TER —, RIRSRZEGEESHSIOCH, vHEEREANE. miRNA BAZH
HBEM S FAEMF IR, FE RIS SRS N T, S5V 250 AR B D) RE AN B AR, JCHAE
T2DM W26+ B BB IR R M EMBT 7T 1. SR LI, £F miRNA 7] L% PI3K/Akt {5 5@
%, JE A e SRR R IE, B IR, kBRI ER . miRNA AUAE R
T2DM 15 5@ i AR IF EEAE ], MOk Z BRI 788 2 B FLAE TN T2DM KA Mbs 4 07 RAF AR A AN
1B, B PRIPR S T3S B BR A Y 22 5 60k miRNA 714 T2DM 52 W 5 R A bR 6400

miRNA F&#E K, DJREEZL, Y2 miRNA A DUEHE T2DM K JEali/> T2DM iffi. miRNA 7£
T2DM-IR H (LI M AR IR, JET b, #—P4R%E miRNA 5 PI3K/Akt (5 SR )5 &R, WIRRHAE
FHEE s R3], T RAU4E R T2DM (R AR AL S 8T eSS FIRE 277 17, miRNA A28~ T2DM
SORPYTRAIMEPNE E Tup =i

E&WmE

WL EBX AREIFIEESTH, T H 405 : 2020MS08130, 1 H 44 7R : A # # 1E 7B 7% 845 miR-320.
PI3K/AKkt {55 5 I 6 o4 35 ik & R AP O IA 9 o
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