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MiR-3207£2 BY 1 bR P8 & M & H & i 7 B9 B FnAfL6

mAEA, xEHETF, s
(K F WA f BT A >4, T 443001; =4 K EFI, T 5 443002)

BE: MiR-3201F 4 & 269 )9 R 3 4% 4F % 40 4 RN A(microRNA, miRNA), THvh £z, AL
#, FHEMARS A A FIAE, MIR-320 54816 KMt 7 F 5 o dn X, 183378 9 B4 B5 BLALEE-3- 4B/ &
) % B2 B(phosphatidylinositol-3-kinase/protein kinase B, PI3K/AKT){Z5i#5%. XM HFEER AN
WE A 52AKE K JA(type 2 diabetes mellitus, T2DM)A &R TR 4. K. AL EEEHL%miR-320
AEMFER, REAT2DMA o E H K P 69 Rt Rt AT 4738, B & A% G T2DM A fo F H K E
RABHGE R

KR miR-320; 2BAE R 4B R I KR

Role and mechanism of miR-320 in type 2 diabetes mellitus and
diabetic angiopathies
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Abstract: MiR-320, an important endogenous single-chain non-coding microRNA (miRNA), can affect
inflammation, oxidative stress and participate in a variety of biological processes. MiR-320 is closely related to
abnormal glucose and lipid metabolism. MiR-320 is involved in the occurrence and development of type 2
diabetes mellitus (T2DM) and vascular diseases by regulating PI3K/AKT signaling pathways, expression of
inflammatory factors and oxidative stress. This paper mainly focuses on the biological function of miR-320
and its research progress in T2DM and diabetic angiopathies, aiming to provide new clues for the prevention

and treatment of T2DM and diabetic angiopathies.
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(type 2 diabetes mellitus, T2DM) & R B34 B
IR, 258590% LA 1. T2DM AT 5] 2 0 i 1f
EAEA BRI AE , AR B AR A Y
PO AR AR, IR B E B BUAK £ R
B, 4h K BE AL 22 R TR I 51485 BURRNA
(microRNA, miRNA)s& —FEHE. NI PEIE S L
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RNA, Hifiid 54 mRNA K3 AER 3 X TAMICY 5
THIE AR, SR SRR IE R FEmRNARE
fiit, 5B REHRAE"T, MiR-320%2
miRNAZEH I EE — . RAMITF TR, FE4
miR-3208 404 )5, INS-140 B35 ek /b . 9 T4
hn, 364 (reactive oxygen species, ROS)/K P14
T, miR-320 7] G820 R B AR VR T HE S A
HMIFFLIE I, T2DMK B ILGSUIIL A N Bz 40 e
miR-320F A ;. T2DM A fC WL &5 7Y Sz 48
Jf e GemiR-32040 %I )5, W] 2B T2DMOK SR UL
T A P B 2N P 5, AT SE 22 T2DMIMIL S - i
MR A" . RLRG S T miR-3207E T2DM X il
EIHIRERE . RIEPIEM . B NT2DM A I
I RER R AR IR R

1 MiR-320p4Fi&

MiRNA J& FAZ A P Hh 8 3l A7 75 1 — 2R K 4422
ANZAFER 1 P YR M AR g D 5 % /NRN A @ iR
Sl E U A A TP o . R 3 e W A i R ok
Wi REIL, Niis52MED SRS,
MiRNA A& S 2T 46 TRNAR G T 45
B HAIEmMIRNA, MHTZEmiRNA 2 5 24 1) Tl e
miRNA 75 ZEAK AE 40 M A% P 5 i A gk 47 95 20 1)
[ N, 43 i T AY RN ARG 5% % % 5 Drosha fll
Dicerf At 52 M. MiR-3204 BOR 4 AN [ T3 i
miRNA, 7EHA SR, A7 Z4 M )5 A Dicer
it D1l BE TR BOSGA I miRNA . MiR-32074 B f1 41
i) 30935 PRI RN 5 & ity T 3V e DA b 3 X e T 422 40
i, ZW A ZRNAKR AR5 AR r
F MiR-320 24 EE AR, IUA I
FRIL, miR-32025 T HEREMR 5. MR, 3)
FkSREREAL . BERE A R A1,

2 MiR-3207E2 Y8 BRI K ML FH & TE AT
1ER B

2.1 MiR-3205 (i . BREEHRM

W9 &P, miR-320/1M% P AEKETA
(ascular endothelial growth factor A, VEGFA)4HZ
5 7w S AREHCAZ B BUR R IR A R 4 A
hEEH IR A, miR-320i#d 5 VEGFA miRNA
M3 HERIE X BReAE &, #IHIVEGFAIRIE, M

i B S S AR VT xR
/R, miR-32055 T T2DMM A4 . LA, &
B 5 /0N B S BAH AR miR-32058 ik WL 8, i
I miR-3202 35 R 34 0 v B 175 3 /) B 5 p 4
PR L 2R M B (phosphorylated protein kinase B,
p-AKT)M BRI AN M EHERESYI
(phosphorylated mammalian rapamycin complex 1,
p-mTORC1) & FHIFRIA, 0 Bl I e AU LI - 3 - ity /
& B (phosphatidylinositol-3-kinase/protein
kinase B, PI3K/AKT){55 i@, M EE ks
/N B S5 BAH ML TR A A DRI R 9T
KL, T2DM. RIEE G MG miR-3203% 1%
#am, I HRMRE KT R EA SR IR A AT
UESE, miR-3205 k& pAn i T2, Bids KA
WRREY . BRI, SR S R
S A B 5 Z K Pi(insulin resistance, IR) 3T3-L1
JiE 5 20 miR-320 2RI R 3G 0, miR-3203d
K25 VIR, HAHLH] A HE S5 miR-32040 4
it JI ok UL - 3 - B4 B - p8 S (phosphatidylinositol-3-
kinase-p85, PI3K-p85)H K. Ji&yZALHTM3T3-L1
JIi 107 4 e G miR-320 e LM H R 5, PI3K-
p85. P-AKT. 7ii%]Hi# iz £ H4(glucose transporter
4, GLUTA)fERIEHE N, BRERIKIIMIBTI-L1/E
J977 40 0 FR) T 2 A SR RE 0 49 B, W T
JoE By ZAHRHU A3 T3-L 15 7 4 M ) e 5 3% Sk
PO ARSI miR-320 7] @ i 4
PI3K-p85. P-AKT. GLUT4[Kik, BEIHEIR
MHM. 28 EAT&, miR-3207] A&l id #0HIPI3K/
AKTE S, B#{EPI3K-p85. P-AKT. GLUT4
) RIES L MR E S SIR. T2DMIIKRAE . MiR-
3207EIR . HEACH RS IAE AR T, H
miR-320 7] fE A T2DMIR YT RIHTHE

2.2 MiR-320 5 FRI% &9/

B JK 9% ' 953 (diabetic nephropathy, DN)&
T2DMH WL E JFRIE 2 —, W2 SBUgM S T
P E N, G ARHE SR I, DN M
miR-320F% &AM N, H5DNEEMEXRE
PR S R SR B, DN JRmiR-320
FIEEIEN, JF HmiR-320/1RIEKF 5K A
FOHEME R 2R OC, 5 R /NERIE R 2 U
SR, o5 T DNVIN B i Fik i 5 78 2EL JAH D75 75 -
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miR-320, A S EUE WA IROS A 40 i 1 Z 4
I, SR A E A WUEE R i UL AN I PR 2 K
SEHEN; - HmiR-32075d %04 Al 3145 DN/ 2 4
Mo, SEHEHEEERLR. RIET K. 02
FEMER N, TEImIR-320K0%, BRI AR Bk
HP 0 RSN, miR-3202 0 1 hnw] S 8
ROS A R AN PET- 14, E4ufuifs, Mgt
TDNRI&RA, TMiiiHmiR-320/ 1A 7] 23 DN,
{2, miR-3207EDN [ YIAL | 1 K 78 4% 1)
B o V-maf /L 5% 2 4 PR R g 25k A [R) 95 %) B (V-maf
musculoaponeurotic fibrosarcoma oncogene homolog
B, MafB)AJ 50 & 40 il (1) 734k S 2 ETE ., MafB
AT M DN, wEE A B, MafBiEmiR-320
IHE A2 —, miR-320i@THHIMafB T~ ¥ /2 41 i 5
s B A I H IR S A M B3 Rk, T £E
T2DM 5 JE9 48 R 3E 5 16 R P IX Se i e 4
7, miR-3204M1| MafB A §8 /& H AL i DN & A= L
filz —. KBNEE KK 14(kinesin  family
member 14, KIF14)/Z&miR-320/1) 5 —#L 5, Hi5
DN RAEFEVIMC, #YKIF 141 RIE RN &
WSS/ R R E R B ET A, W RR
FHREAL, B A FImRNARE /NER 2 41 i 24 B B
FImRNARIE B E T 5, $&RKIF147/EDNI KA
R RIE TR ER - %% %emiR-32048 S04 1)
P 5 5 N Bk A0 P KIF 1438 0K /K P 8 35 %
ik, RHmiR-3200 @ HPHIKIF14%IE, {2k m
WS 510 B /N ER A0 B 4 (1 R AE Y. MiR-320%
5 DN A, HALHI T E 5 miR-3204511% 5 /)
BREYAM. HIHIMafB & KIF14354 5. EAWFFT
miR-3207EDN & A= H I DIL | 7] 5 DN TP 16
A SRR .
2.3 MiR-3205 5 FRim Bh Bk AR FERE K

R PR 95 2 ik Sk FERE AL 2 T2DMYR L8 M I & 0E
Z—, HAT2DMEHEW T EEER . kR0
RIL, miR-3207E 56 Lo B M RE g n, I
B 5700 B0 A IR 3 ik B i Bk w5 U0 A
Sl AR A T St R B, T2DMA 30
Sk FERE AL Y B B miR-3205 L4 T2DM &
i, FF HmiR-32052 303 ik 55 A5 5 AL 1R 0 57 5
HEY, AR, % FERMEEAER R/ R
JE i ik iE B pSilencer-miR-320 50 FL IR AH 95 7 -

miR-320/5 0] FE LB K = My, At 3
Sk 5 HRERE AL A A XSS AP, miR-
32025 1 T2DMB Ik sk FEREAL I & 42 . MiR-3207E
T2DM 3] Jik ¥ 1 B AY, IR R DIATL 1] vy oA 58 4 el A
S LR B KR R AL R AR R BER R . B A
RO, JEE R VR RN A5 K R L miR-320
RIE, TR ALY AL ER I KT, BRAR I
TEH KR, s R B, AR 40 miR -
3205 ik Al R HFROS L B Z H . Ll B A
Pen, miR-3200] feiE R E AL RS 5 T Bk
SEREREAL I &2 . 20 A T2DMB] bk o AL 1 Ak 1)
ERERZF. BRI, miR-3205d %Kik nT 0
3T3L I 5 24t i o Ji I8 PR E IRl f--au(tumor  necrosis
factor-o,, TNF-o). #%[XF-kB(nuclear factor-kappa
B, NF-kB)#1 40/ % -6(interleukin-6, 1L-6)F]
Fik, MR, MHImiR-3207] B3T3 AR T 41 i
HTNF-a. NF-kBHIL-6[)3KIA; SCWEKIL, 8
i BN O A A miR-32011) 2R3k, AT NIL-
625 RIE N T HIAKCERY . B I R R BL, 4T
BE B FE R R A /) B # K S AAV2-miR -
3205, H MRS E VYR miR-3205E Kk, N
TNF-xB p65SHIBER LK, @EMEIENF-xBfS 5
R, R HEMIY SR R 24 5 2 A R IR
AR YN a1 B A -1(monocyte  chemoattractant
protein-1, MCP-1). E&LEEF5, Hnidkzh bk ik # i
kA K. XL TR, miR-3207] {2k 4
SERIR A, MATHImiR-3207] 203 &iE . MiR-320
A3 TR 48 R 4 52 e A a2 0 koA R AR AR 1 R
RN FEmiR-320 4 55 16 T2DMZ ik 36 R A 44 12 4t
THIHE AL R
2.4 MiR-320 51 FRfm 11 W iR SR 22

B R I3 44 JI55995 4% (diabetic  retinopathy, DR)
AT2DM G EERMIME R, KREe, e
B PR3 B A1 2 AR B 0 R R . sEIR R
I, B R A B 2R 5 5 00 AR s R B R D) B % v
755 1 K B Y B M ler 28 Lt miR-320 1) ik 1)
BERICT. IGKRHE K, DR MiHmiR-320
FikbEK, HE5DRFEZE 7K, miR-320/2£DR
FIAST S2MA K 25, miR-3207] A A2 T DR & A= 1) v
FEA AR EWE . XS, AR
miR-3202 5 T DRIFK A . WFFCIESE, M M4 &
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A A & M-1(heme oxygenase-1, HO-1)A] PLiiid o
SRR P R A BB T e AMHINF-B#% 3% 5 A0 99 i
AR M T, AT ZE DR A & 3 AR A DT,
SIS R I, =i = 00 K BRI M er 40 i 5%
PemiR-320F 45, FLHO-1 mRNARIAKF L
ZHINCY, HEMmiR-320 7] AL 1 ITHO-1 /) %
S5 R R I P 2 4 B . S A A DR EE 5 B AR
HHUH 2 —. LI R DL, miR-3203F A1 hnn] 2%
R = B I R R X S ML Ler 41 L 1) 98 0 J
B, B FF{KTNF-o. F40H0/ % -1B(interleukin-
1B, IL-1B). MCP-155 RAER IR, MM
DRI R K& T =05 500 K B M i
MiillerZH i miR-3207 1A FEAIRIT, P % 25 9 INTNF-
oy IL-1B. MCP-155 K 0E R ¥ Kk, Mk
DR KEAD . W FHER, miR-3207E = HE % S 1
TR R MG L er 200 A HH 38 o 9 i) 98 i 7F DR A & 35 £
PEM . HEH T miR-320% F R, HXTHO-1.
RIERIFZMEH KA, M-S EmiR-320% DR
FIPRYE IR 5S, et TDRIVKA K E . MiR-
3207EDRH AE H A HLEMES IR AW TT, XHBTiE
DREA 5 B RE Lo

MiR-3207EDN. T2DMZ) ik s £ i1k, o % ik
Bhn, M{EDRAFRILRFL: miR-320011/EH AT g &
XU M, TEAS R g Rk 1 BARE AN
[, MiR-3207F Bl KIME AL k4% T HE
TER, TWfERL M R 3 TR ER . BTt
FAMR, HARETE 2 MRS HEmiR-32052 Wi Kk 44
M ER B, Bk — 2 3R miR-3207ET2DM
ML A8 I RCRE HR R XA 1 1 B AR AR F AL, 72
RRAH TS I T7 18] o

3 R

EAmMIRNAZ R EZ ) — 5, miR-3201E
T2DM K ML FF R RE IR A R ke & B B AE
o BLAE KB AKIL, miR-3200] A8 it 5w
PI3K-p85. GLUT4. HO-1. MafB. KIF14. PI3K/
AktfE 5@ K, KA, AHUNEESE TIR,
T2DM J ML E - RORE I R A2 o MiR-3205d A Al {2
HEDN. T2DMzhfks L R4 K, HX
A AEXTDREFERYER . HET, miR-3207ET2DM
L 5 R A R, FE AL G R 5 4

B, (EARNIE R . FIR, miR-3207EA[AZH
IR RAE A FE - WAES S — D . BEE T
FIAWIR A 5EHE, K >KmiR-3207] G2 /£ T2DM
T I AT (VR TT HT R

2 % Xk
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