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Abstract:
MicroRNA (miRNA) is a newly discovered non-coding single-stranded RNA molecule, which has been proved to be

Diabetic nephropathy (DN) is one of the most important causes of end-stage nephropathy.

abnormally expressed in DN and is correlated with the pathogenesis of DN. In this paper, the latest research of DN-
related miRNAs are summarized according to the different pathogenesis.
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FEP, LA miRNAs WL AT RLJE 5 [ —2E K . miRNA
5 RNA 5 S S VT B &%) (RNA induced gene
5B N RISC & ARG 9l
1o miRNA-RISC X #IEEH i VE I =0F 3 Ff . D5
LR 58 4 AN G 5 EAR VTR mRNA 5 @5
DRI 56 4 B AR 25 4 148 171 B 38 8 198 177 AN 52 1 mRNA /)
FEM: s QFELLEmRE R Y 5 E A
RO, EIEHREIE mRNA 5 2 550 R gk
G, R FRIAMIEN . 124584 2 000 25
A miRNAs B850, H miRNAs # & B 0T DL T 2=
B 60% MAZE ARSI . miRNAs kIS5 R
WIRR ., dMU8sE, diffsrit, AT SE2mAeY)

VAN 5]
ESUK A

2 HERE BRI R RIE

DN Sz T P W A S o T2 DR BT ' /)
BRAE AL e PRAE 1 A i S SR AR M . R
PL 32 2 MR 3l g 2 . BRI L R
(SN &S 1 OS R U (DAE E  R g e o8
AR IA B RS T B /IR R AL ( glomerular
mesangial cell, GMC ) S0 384E, FECKE ECM )
WA A L 2T A A UM A Qs O A L 2
Hd REHERR, TR /PR R 5K B/ ek
. B/INVE BT 4EfL A

3 miRNAs 5#&kKi% B mHI & milH

H RPN LIRSS, miRNAs A58 i ASF] 145
JHPLHIZ: 5 DN By &R AL 7 . SR m iR S
NAEA[F) 20 B 2 S H R IA Y miRNAs JCHAR G
YERIBLH 038 0T .

3.1 miRNAs S5#ER&x SR MR NFTN

PR B AS TR B /NBR N I A8 T e S R /D ek
E ok & ( glomerular filtration rate, GFR ) B, S
Fa MR SR B K B /NBR LR AR ( glomerular basement
membrane, GBM ) 3§J5, DT [ E /R Rk EPERE AL .
(e o ML 53 S P, 3R /INER O3 - el e B e
W, RATH BN E A SRS T R E R

miRNA-124 750 7L 20 ) PR gl 22 R G rh ok B
fe, TEMRE B A rh iR Ar e, TR Irthrn =
SRR R 5w Y. Rho HEHE—M/NG EHA,
Rho #AH 56 45 gl B2 i€ 25 11 ¥4 ( Rho—-associated coiled—
coil containing protein kinase, ROCK ) 2N G HEETIF

silencing complex,RISC )

(RSN 2 o LI 3 il LBk B (1 R B R AL FLER B
REERER I IR (145 A WL, FECHE AL
4. ROCK J2& Rho MFEHTHEAR, Rho/ROCK {55
S5 T LA 308 X i S LA A ) P PR A S il A X e
(RO, IR AETREL T, o I PN 4 O P 3 o
i, KarFH B AR AR R RIEHE T A
EHR., BT Rho/ROCK 5 538 B Wsas ,
ARSI BRI BRI 4E T RE, AT ECAE DN i
BRI sl 15, SECE/NREL RN, EHR
A4 " ROCK 43~ ROCK1 Al ROCK?2 W4 Filt [mi] 5 5
Mk, %5245 Y WF 58 & B ROCKI 42 miRNA-124 ()
BRI AR, 76 UE R 0K . miRNA-124 ] Gk i 5
ROCKI1 Y i, Ik, miRNA-124 nJ i i3 #) il
ROCK1 [ZRIAKAELE DN 1y
3.2 miRNAs 5#ER % &m0 AaF AL

21 i 5 1 2 (cell division cyelin, CDC ) Xf T 4
JiLJE A TE PR VR AR, T 200 R B 2R AR I e
( eyclin—dependent kinase, CDK ) & CDC RS R
Y. HAHR RN R G B T, W] A )
WS IR AR A O £/ G, 11, 51 GMCs /AF]
R, SERBXY K K ECM R L .

KOLLING % " fiff 55 & ¥, FfHE AHHEL, DN &
FME miRNA-21 W FEEWT R A, HIRW miRNA-21
RIS R YIA O, T ELAE DN B3 B 4141
TR & B miRNA-21 5 B /N (] S 21 4 Ak 5 1 A1
Koo T miRNA-21 119 223 0 55 4% PR s /DN B AP 1
GMCs 3475, A FR2F 4k, EVEANAIE, 240k
0, TR LA ET Sk RIS RE L i Fe ik, L &
P CDC25a F1 CDK6 & GMCs 1 miRNA-21 By #F5
CDK6 XJ T2 i JE A S F2 0 G /S B A 2o 3+ o dE 22
Tt CDC25a 1 CDK6 195235 1T LA 204 i J) 401 5=
16 G, . YANMSRAE G/S IR B Bemt, i T
AT /DNA A H 380 3 Bean e R o, ki
Sl GMCs B XA, FECE /MR RBEX Yok, fEik
DN A5 B AL #E R ', miRNA-21 %f CDC25a il CDK6
I I 071 3 S5O B A R R A D R B 2
() GMCs 3 FER2E . [FIE, miRNA-21 ik 708k i
A A T Ak PR 0 S5 A O AR 1A IR TR
(e
3.3 miRNAs 5#EER % B i 5 iE K 5 9% [ Kz

PAE I LA K G E N & AE DN I &AL kR
W E EEAO, (2R FFWMETRIEHE T -
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%29 &

( tumour necrosis factor— o , TNF— o ). PAAZ 4N E
F (monocyte chemotactic protein—1, MCP-1) 4§ J 525
Z0Hd Th, Th17 SF4HAEIS DN AR ",

CHEN 25 ™ Jz Bk PR A/ B % 15 miRNA-29h
AE V8 55 ' JUE 2H 4T 4k Ak e JERE S IO, T el 8k 3 A
miRNA-29b [ER IG5 1A N . NF-« B {55 il
PETI S SRRV . AP T AF 2 R YRR 1
HZ5 DN W EZ 55—, %5 5% ¥ kappa B
( nuclear factor kappa B, NF-«k B) {55 58 #§75 fk o] 5|
AL 5 P F 401 TNF- o . MCP-1 23K R LA E 4R
IR " spl SEIE NF-KB 1551 i (1) b 4% 5% [
T, 1 miRNA-29b n]3@ 0] spl kAl spl/NF-kB
G5, ML 5 R, SESZ DN Yk
J&. DN /INEUH Th B Th7 40 M L 3] 38 o it 3 55 ok
T 40 ( regulatory T cells, Treg ) Hofilys/b, BiEH T 40
W25 T PR S N4 RO ™. T-bet 2 Thi 42
RSP S AT, BEAEZE Th 20 MR AE VR0 P 5
T ZE -~ (interferon—y, IFN-vy ) B9/=4, K,
miRNA-29b i 1 i ] T-bet f9 353K DA #0 1) IFN- -y
B A, A DN S BRAR R E B SR RS, MTTREL 1L
s 4EZE DN ) &

BHATT %5 " J UAE DNIRZS T 1 [ W 200 it &%
JEARME T, A PTR KT miRNA-146a ik F i,
1M miRNA-146a () #1731 I IR AL A 552 (A AH 5 A
F 6 (tumor necrosis factor receptor associated factor 6,
TRAF6 I A4S 3 1 Z AR 1 interleukin-1
receptor associated kinase 1, IRAK1 ) 5| NF-kB {5
SIE BT, S RIE RN, EHRRAE T miRNA-
146a (1) 2 35 1 9 nl EL 2 40 il FLHE I I TRAFG Al
IRAKT {35 AT DN rp ity e B "™ Ak,
miRNA-146a 1] 38 izt 75 ] A L DI ] S AE 2z,
MNIMZE DN SIS ALAA ™ A A7
3.4 miRNAs 51ERTR 'S % S AL B

Ak B 1 (oxidative stress, OS ) 238 N & 4L
SHAAER LA, SREOIEANNERIE, &
B, AR SEA R . BRI
AL P TR, 7 AE TG PR (reactive oxygen
species, ROS) 5l 241t , IR GBM AIHLIK
i Wi S VLA B B, L 2o 4% P 518 B 2 ECM
B2, fEHE DN g

ALVAREZ % " #F 5% & P miRNA-1207-5p 7£
B EAR A R R s, HAE R BRAS TR SRak B

miRNA1207-5p L 2 10 i 30 56 A 6 % 1% i 24 1 Mt
S i ( glucose 6-phosphate dehydrogenase, GOPD ) [ &
ik, G6PD J& /" 2L A JF A4 1T (nicotinamide adenine
dinucleotide phosphate, NADPH ) FABERR ISR 445 14 R
U, R NADPH 1A W2 80, SRR
(ROS) 2 . KEERY ROS A5 ZFh 4 A 1
FIRHEm, AEE/NERUE TN, GBM BEJE, {£iE DN
W RIS SR e

3.5 miRNAs 5#EFK % B %1 LK - B3 Rk
o

1= B¢ - 18] 78 Jit % 43 fk (epithelial-mesenchymal
transition, EMT ) £ 'B /N (8] J5T 21 4 Al 1o 7 v 473 45 7
B, bR AR ] ST AN LT AE AR .
YEANIAT)S, HOERRE ) AR 2R e Ty s, [Rlint
FEAEEZ ) ECM, MIMTANEE DN H ECM AHERL, Tl
DN i #As AL ™

ZHAO 25" J& B 78 DN /) Bl 'F miRNA-30c i
T snaill-TGF- B, {5 53l &40 H| EMT M 4E 2%
DN Y. 265 T R T 195 /N8 8] B i b
9 miRNA-30c {1496 5 2 55 T snail 15 BILIR 25
s, RS E B /NS AEH T EMT & A B E
ALK AT (transforming growth factor B,
TGF-B,) BYRIEFIEALEIUH T snaill AT FL. =
B snail | 0% TGF- B, i35, H s pRA S I
TGF- B, i3 T2 50 7 B /NG A0 T EMT 1Y
miRNA-30c—snail I-TGF- B IilFh<k . X &&4mekn] L
VAT LT AEAN N A TG T LA B /N () o ST A 20 e 1)
LY AR, PR EAESE DN ERR A/ MVE
] BT e fbad /2
3.6 miRNAs 5#EFKR % & i 20 i E

25l 20 DR T £ U A A1
( plasminogen activator inhibitor type 1, PAI-1)., TGF-f .
E4EEAM (matrix metalloproteinases, MMPs ) &
FIEIRER , AHESZN, 225 DN s il 2
3.6.1 miRNAs 5 PAI-1  ECM Ryid B HERL S |k
ANEREEAL, T 2T VA B R ECM Y R 2 —,
PAT-1 368 52 490 4] 2TV Tt D A% " 490 ) 7 75 T 1
fili ECM A "

TGF-B Al _LJAZFaiAE PAI-1 B3k ™. WFE
FKW, RS GMCs H TGF- B /Smad3 {5 55 %
i, fEUE PAI-1 Fak, MM ECM PR i 4
LA G FEAR S 3214 v (peroxisome proliferator—
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activated receptor—y, PPAR v ) &4 2 K K% Y
FE—R, YT GCMC 38554 mEAEH . PPARy 3
B INRESS I ] B S CMC H TGF- B, N3R5,
el PAT-1 ik, i/ ECM A 3REE ™, WU 4™
5% & B miRNA-27a 7F DN S 1L rh 28340,
miRNA-27a AJ 3 52 1 1 FLHE 2 K] PPAR v 1Y 3R 512
HE PAI-1 B35, 0] ECM (ORISR 4,
X5 DN Y = Az 5

JH i 77 5 7K 2R A A 40 ) ) 2 B 1 PR T ek A%
R PR R g /I B B4 B IE R A o T i PR Ak % B0
55 miRNA-184/LPP3 115 A1 C ™" B R iR 2 ity 3( lipid
phosphate phosphatase 3, LPP3 ) 1 2 &% B £ 4k fb 1t
PR NG BT RRER I A= W0 5 LA R A S e sk
PEEEAER ™, W5 ™ RIS DN IR R /N
B miRNA-184 ik L. 7EKSL, miRNA-184 3%
IR N2 LPP3 RIAI/ M PAI-1 FRak38fn. LPP3
FIARERFERT B EAE AN I T AL F (T cell
factor, TCF ) $%s36 0, H PAI-1 A %% S bt =2 14 .
M4 TCF/ B & 7% A i B, PAT-1 4% S 38 iy
HEFBEZ S, PABH LPP3 i i 7Y TCF/B M
ORI PAL-1 BFE S, AT ECM Y REFf . FEIR
&b, miRNA-184 AL i 0L FE A LPP3 (1) 3RiA5 |
i PAT-1 FEaks8 . Kt miRNA-184 i # | LPP3
(FIRAETE TCF/ B 2R P BT E PAL-1 9% 5%,
ik ECM AR, 123E DN B A £r Ak e ",
3.6.2  miRNAs 5 ETS—1  E26 B 5[5 J5 9 1
( E26 oncogene homolog 1, ETS1 ) YE R R IEN, BEE
SR R R SR RA BAEH, RS 53 E I )
HA T Yt e b R R EAEH

miRNA-155 7£ DN f4% IL7F H ) Rk K7 2% 5
W, 278 miRNA-155 7] B 5 DN &9 A %™, MMPs
S 4 RE R SR B AR ECM B3 1Y AR I . T
e R 4 Jm B B AL 20 59 -1 (tissue inhibitor of
metalloproteinasel, TIMP—1 ) J& MMPS FY4E 554614,
S BN ECM AR R b MMIPS (1 32 2290 15 4 I
1M TIMP-2 7KV DN Jp & ik e #hA T I i, P REAE
17 MMPs/TIMPs Z 45 1A L K sz ECM ARG A 44
AR, ETS-1 A4 i1 MMP-1, MMP-2 & TIMP-
1. TIMP-2 &5 s L, (R Fdl 8 e dife ™. E 41k
2 VRIS % R miRNA-155 76 DN /)N BRUBE R I 375 1
HLlh gk . H, miRNA-155 Rl G vk
AL ETS1, AR MMPS/TIMPS [ 2h 78 -1, 51

GMCs 384 2 ECM f BEHERR, sk /N i Ak A )
A AEA ) KA

WF5E ™ &I miRNA-192 7E#H12 DN A9 AZEF1/)N
FUBE A R R, H miRNA-192 4 =F & 38 fin
5588 R B 8] 5 £F 4E AL A 56 . miRNA-192 #8 [m) £F
T E-box &5 &R E A RJE A& 2 (Zine finger E—box—
binding homeobox 2, ZEB2 ), Zebh2 i o f 4] E-box 3
LN B GMCs i 1 B R 2R 1T o2 IR Y
Fik, A miRNA-192 X} Zeb2 & 6 4 8 5 14 fin
T ECM FE H B FEik, A, miRNA-192 if g5
H At B WE miRNAs 40 miRNA-200b, miRNA-200c,
miRNA-216a & miRNA-217 {JFEEBETN, 17 miRNA—
200b 1 miRNA-200c A L4 i &3 ¥ [a] 4E H F GMCs 1
B E-box 15 (zebl F1 zeb2 ) 380 e 45 1 A
TGF-B Wik, HILLFdifb i i XAS 3] T i — 4k
Ko 53 4h, miRNA-216a Fl miRNA-217 A] L) id i 41
1) VE T 88 BRI /N B GMCs iy B AT B 22 5 ity 1% e
(N 10 5 Y (AR Bl 1) Wl 2 1l A 5 g 2k 1 (] s 5
[A ( gene of phosphate and tension homology deleted on
chromosometen, PTEN ) 3K 7% 1k 22 / 75 2 12 5 [ 180
( serine—threonine kinase, Akt ), Akt IiH{LLEES S S
LT AR FE . miIRNA-192 fiilt & 3% 28 miRNA 2%
15 S 7 A DN (1) 21 2 £k Rl IE JRE 3 A 3o 8 vp 4 o 2
FET P, BFERIESE TGF- B BliE Akt BIT51k, Akt
HETRE R AL I 0T £ R RS 186 p300, 51 &% sk K+
Ets—1 FIZH & [ H3 1 4 WEfL (Ets—1 381 #8755 MMPs
S ECM i PR EAs , 2 5404 bt 72 ),
AR HE T miRNA-192 ek ™,
363 miRNAs 5 CTGF EHZH ALK RHN T
JEA LU R
B B A AR A TS AR AR, BRI A A
BitaE, BHRRAS R, CTGF AZRIk7E R4, ZR I
I BRI R /N [ J 20 L e 3K o s

KOGA % ™ & 3AE DN /N Bl miRNA-26a 2435
T8, H miRNA-26a G855 CTGF 454 i i Hig%
SEIG R, CTGF nli@ it {2 #F TCF- B 5z K256
MMTTEAL TGF- B /smad (553l %, T8 TGF-B %
(LT AE AL UE— A R, miRNA-26a 7] i i B 42300 1
CTGF &35 > il 2 40 g TGF- B /smad {5 5 1 4%,
T ECM R FLF4ifb., itk, 98775 miRNA-
26a WIFIRWFA] LLSCH DN BT B2 7 J7 [0l
3.6.4 miRNAs 5 G3BP2 Ras—GTP BF AL SH3

( connective tissue growth factor, CTGF )
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%29 &

45 k) 3 45 & 8 M 2 ( Ras—GTPase—activating protein

SH3 domain-binding protein, G3BP2 ) # & ¥ 7] J# 2
p38MAPK {5 il . 2245 1L A (mitogen—
activated protein kinase, MAPK ) {553l [ & — 2H ] K
AEIME S F RN 2L 1 SR B A, P88
ZFAILTIRE

ZHAO % ™ W58 K BUE A DN YA SRR
miRNA-23b 2AR/KF-K5E, 33K miRNA-23b 7] gk
o R AR K B IELT 4L 25 P81k . miRNA-
23b X HHE L G3BP2 4T 6 PR JH #5 . P3SMAPK {5
S I T 05 DN GMCs 394 &% ECM HEFRAR G, #F
7% & I p38MAPK & G3BP2 1Y FF#l &5, 1fif p53 X
p38MAPK {55 53 [ 1) T Wi o5 ™7, Pk, miRNA-
23b A AR LA G3BP2 (35315, G3BP2 ik /5|
TV p38MAPK ik i/l , MM BOHL T il 4+
p33 FikIH, p53 Rk s ad A5 [ miRNA-
23b kB, MR — AR EIEE . WifE DN
miRNA-23b AfIR/K -8 M3 G3BP2, p38MAPK [
p33 &5 Nl TRIAHIE L, B miRNA-23b
AR HARHE 1B R -k SR B i
365 miRNAs 5 GAST AERAFHFEFIEN 1 (growth
arrest—specific gene 1, GAS-1) 7] 1)1 il 4t g 38 5% %5, 7
DN HrA[ ] GMCs e BEHSH e ECM (74 ™,

HWFFE B, miRNA-34a 1] i 5o 400 1) G40 5L
GAS1 PRI GMCs (38 A= K B /BRI IR ™ SR 17T
ZHANG 45 ™ J B i MR 25 R A2 41 1 miRNA-34a
BRI T/ . 7E DN, Notch 155454 518 %8
L) I A A RN P9 436 B AT I A R A A
SE/NERDI BB AL AN T SRR NV [R] b
GiFn - 4EAb JE . i miRNA-34a A] LA S /N ak 2
YA noteh 155 B AYTEAL, W K A0 A4 LA
ECM (it BEHERR, DA AESE B /INBREF AL I ifE e, 4E
2 DN [ R RE.
3.7 miRNAs 5#ERE Ew I B &R K

G2 25 ) A i fire 1 40 L I 2 ) 4 28 17
PR, XTANAE N AR R AR AN N A B RR S
FHZ, DN AZUh, FSA0 AR R 2, |
X T4 EA RV I F WETh RE A AL TRt il (R
&, XFPRAPRASMESE DN KA ™,

W HF R W Ak R F B ( AMP-activated protein
kinase, AMPK ) 2 IH#5 20 iE BRSO T2, &Y
TR F AT R VE . s AMPK {553 %

A BT GMCs [ AR FH B Bl ™0 /s ™
KB miRNA-101 ZEFHEIRA T 9 GMCs Fhik g,
miRNA-101 E 40 [ P #5 AMPK 19235, FAIE AMPK
FIEAWRBKF, SEERRREST GMCs 1 AR
NN, T GMCs FUHEEERE T MIHGSE , ECM AR £
X ULH] miRNA-101 A] BEd i 5P 15 AMPK 22 DN
MEA . KE,

4  FRi&SM R miRNAs

PR A 55 52 2 RNA FIEE A ARIR 430,
REARIAA, AT 2 5 g M (R)GE TR PRIBSMIAMA i
miRNAs T3 F0E,, Ao W0, AR R ESA 5
JIL DN (8 E B RIS MIMA T miRNAs Rk 574

R W& A WK 1 i miRNA-145 1Y 28 3k 76 A\ 28 b
PRI R85 B S 30 1 W T i /) BRUASE 28 v 2 1 2 T
F 5% IE 52 miRNA-145 f& TGF- B, f9— A FHHE 4,
miRNA-145 7& GMCs 1 iy ik & i3 hn 5 TGr-p 1/
smad {55 EEAHE ™ FAMERFST ™ LRI, 7E 2 b
PRI SR DN 3 PRIEIMNMA T miR-362-3p . miR-
877-3p Fl miR-150-5p & ik I 4 [F] f miR-15a-5p 1Y
FIK T, X2 miRNAs 7] §8if i mTOR. AMPK {5
SRR DN AR
5 RE

AR CLRR T ARk B & B 5 DN AH G
miRNAs, MAFATLAIBIIL, miRNAs X}F DN &% i)
Ty, ZRRFIA RIS W LR & a0 A BRI B
HEME

AT A 5% 1 9 S 28 2 22 1 PR S0 a4
) miRNAs, HEC AR RZ 23, (HAH
KGR+ R, TR IRARZE . [7l— miRNA 78
AR AR F kA 0 T RERREA AR B, AR HIBL I
ANeMFE. A K miRNAs 78 1] LAEA R A b A
AR AR IR A, o2 HAE LR KRBOEEL, it
JUE HAETET miRNA 5 DN fifss e+ FE, HM
ARG IR ST, AR AT L& A AR Xl B A5

23 [
2 % X Wk
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