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[Abstract] ~ As a major microvascular complication of diabetes, diabetic nephropathy (DN) is a
major cause of end-stage renal failure. However, there is still a lack of effective treatment. Renal tubular
injury has been closely correlated with a deterioration of renal function in DN. MicroRNA is probably in-
volved in the process of renal tubular injury during DN by regulating inflammatory responses, oxidative
stress, renal tubulointerstitial fibrosis and suppressing the senescence of renal tubular epithelial cells. This
review summarized the pathophysiological mechanism of microRNA during renal tubular injury so as to
provide therapeutic references for DN in the future.
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Wit 5 v DR DR SR BN T 22 B DR 5 s (dia-
betic nephropathy, DN) £ 88 1k 5 /NER B 58 AH 5 1Y ¥ 905, i
SR Rl 1 R B, DN A LR HLE] v AN TE A,
IR RIFGE Z20A 0 B /INBRTE DN I & h i S E T . (1
FOFT TR R 7E DN B/ NES G T 56 T B /R 2 L 78
PR RN A L RO AR L N IR 4 R BU™
HRAE AR L R BT 2F 44k, microRNA (miRNA ) i it
ZREENHS S T X S B WA T IR AL

AL BERS 3= 5 AT 1XF DN &AL AR, X5 DN #1297 oL
RSP IR A T8 T8 Lo IR miRNA 7£ DN B /)
BT A 22 T b B AL T LA

— miRNA # it

miRNA J&E—JE i 21~25 A BRI Y P S <F 0 E
it BAAE RNA J3 . miRNA @it 55K 19 mRNA (13
UTR K4 SPE4E A5 755 mRNA AEE) 3305 mRNA #)
FHEE , A5 S KO o 3 R e A e B P AR R L DA T 8
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AR Al SGTE AT RS 2 R A Y s, SRR
99 ) A R SR B UIAR O o

= miRNA £ 58 % ¥ BB A-§-49 DN K/ E 545

HAE S JE DN B/ INEW AL KAk R SR R R 22—
TE DN 9 & A2 & v, miRNA 3= B2 oo P8 45 R e 5L A 1) &
K S5 UL T R A R IR AR 2 M R A R
B /N b B A R T A 2 R IL 2 5 8 SAE A R
H NI

1. 423 £ g2 ROE 69 miRNA - Yi %555 & BHL, 2 BOp
PRI A I B R R A 1 I ) i S A2 A0 B R /NS L R A
it 4k E D 24K (Vitamin D receptor, VDR) ik />, il
SRS TG E— 2P UE B, IR IR FE R T -a (tumor necrosis fac-
tor-a, TNF-o) il i [ miR-346 &AM VDR; 1Mi 4 miR-
346 AW E, TNF-o A FEAMH VDR %5 VDR T T2
4G TNF-o 75 N B AL 2 40 B I 4 B 7 4, TNF -adii i |
8 miR-346, ik — 4 F I8 VDR, ¥ SO IR 3R . Jia 57 A9 BF
I8 I, 0 R /N BUEF AL 2 rh ML I AT AR AT S 2 4 Bl
DN (93 R M4, I8 3 A S0 SEgE ], s 8 H s S
BB /NS T R 40 AN A 3 9 miR-199a-5p 3l i 4 [m)
Klotho/ Toll ¥ 5Z {& 4 (toll-like receptor 4, TI.R4 )i # {2 it
M1 EL AU T | DA #E 58 A 52 g R 2F i fb . ok, 44
N RSP 2B B UE 2, R A A 2 A RNA PRI - J J AH OC
1 A] LLGE 53 50 g 456 miR-206 A2k, E I A EST A
FIAE T, a2l = W55 14 B /NG B A IR P A i L 7
T,

2. k) KR R R 89 miRNA PR 40 1k 2 (i
(monocyte chemoattractant protein, MCP) -1 J& — Fl #4 {k
T, T DAAH S E AN A 3 S AE AL . Yang S5 R A& B, 7E
DN 5 5 214U R i miR-374a YRI5 T I8 11 MCP-1 A%
ik FR G SE AR A A AR SR SR, L R e
BRI E /NE TR 4 HK-2 41 il &=, miR-374a g i
Tk B IR MCP-1 By 238 KM il S RE B

TLR4JEA% ¥ kB {7 538 8% 14 5 R 35, 76 15 (R s
PETT B /INE I e A0 M Y S RE B R AR AR T, Su
SN ER 3 DN B 420 K AR I miR-140-5p (3R IA
B T IH, H miR-140-5p /K- 5 8 (R FE & 2 A 56, if
— L WFSEAE M, 3 263K miR140-5p 1 33 M ) TLR4/#% A 1
KB {5 5 [0 S S i HK -2 40 i i 08 12 3 P S A R
FHERE S o

AN AT & —FP 2 NLRP3 4 SE IR, i caspase-1 47
S RIEA AR P PESET O R LA R B, AR R IR A R
5T I M PRI BRI = AL LY HK -2 20 v, KAk g
i RNA 54 B2 A 5 Jili i 988 % 57 75 1 (metastasis-associated lung
adenocarcinoma transcript 1, MALAT1) i 26 35 & & 59,
miR-23c¢ A5 35 AL, S ECLILIE N ELAVLT #9315
A T LR U AR A NLRP3 193855 , fie 28 5 504 A 4
Too AR, T MALAT1 5 b 14 miR-23c 1) 2% 3% ] 41
HK-2 40 AT, E4h , MiR-506-3p i 2 35t BEH ] = b

I HK-2 410 0 58 E S A R R FE T T R
KCNQIOT1 7] LU #E miR-506-3p HIF5 , 1) i 75 S 114
HK-2 4l 55 AR R AR T

PB4, Lyu 550 % 31, mfiA 3 10 HK-2 40 h miR-34b
142 75 W g AR, 1 o 36 35 miR-34b W] fiE 1 1L-6R/JAK2/
STAT3 3 A2 i H b P27 HK -2 40 i 4 72 5 TNF-a 1L~
b IL-6 Hl caspase-3 [ ZRIK K-, DA TR 58 A Sz oz #0200 i
P,

= miRNA £ 5983 8L B #5409 DN K/ E 54

Z R AR BT LL3E 15 S 2R A AL B R £L , 72 A R
BG4 (reactive oxygen species, ROS) , i i DN 1915 /N&
5. A DN b SUAb R T L5 R 1 /NS () 0T 2F 4 £k L T
T A R AR RS /N A M R R T A k) A Ak e 2
il B /INE 7 . miIRNA AT L i £ ik s i 4 Ak 1 e 4
AU N O 0 A L 1 5 2 S R AR RL I = 89 DN
B NEA -

1. miRNA #& 3 A B A5 89 DN B & B mibl
55 1Y HK-2 41 ffd # , miRNA-125b il miR-148b i %3k 1-
], G 31 3 ek R e 00 A R T R e 5 T 2 L AMPKed 1Y %
KPR HE ROS A i W AL LR IR T3 A2 A2 2F HK -2 4R i 1
BRI T

2. miRNA #7 4] 4 2 # A 50 DN B EHif  Li
SEIIESE R B, DN B BB IR A ZH 21 miR-25 )ik 8 3%
VR NS 1045 et AR i R B B IR 1 gk g B [ R )
(phosphatase and tensin homolog deleted on chromosome
ten, PTEN) 1933k L, H A BLUS HK-2 410 miR-25
B 23R 2 I RV PE R AR o S8 A R B 00 BT VDG 2R Tl
R A0 B A4 A1 52 55 i — 5 UE B, 2o 32 38 miR-25 38 a4 )
PTEN/AKT i #9870 ROS 7=/, BEAIG caspase-3 TG 7, M
TRl R IS 5 1) /NG B A 4R TE S AT T

3. AAL B % F miRNA A28 DN B8 b g i
T Xiao Vi UK P9 A1 S 5 HIE B G A0 N GE i A
miR-135b A %3k , it JF HK-2 40 98 7, ifif miR-135b {2 #F
HK-2 21 L 5 98 T 9 4 R AT g SE kA BB S R AE -7
(bone morphogenetic protein 7, BMP-7) f{ #2552 3K

™9 miRNA A5 8 ¥ B8 8] T4 e de

W /I [ o 4 2 A S B AR ) (1) B S0 LA
Bl WSRO , AATTAT miRINA ZEME PR B /NG (1) [ 2 4k Ak
T E L AT T 28R .

1. AL BB R R A 4469 miRNA - kBRI F-8
1(transforming growth factor-g1, TGF-B1) /& DN & 4= & J@ i
P E I A A N . bR A0 AT R A (B
cadherin) WU 7E 2457 1E - 2 200 I 25 00 A4t i 266 B o e o
ER, KGR TN RE B /NG KA T R - 8] 51 5% 4k (epithelial -
to-mesenchymal transition, EMT) [T Z AR . £F miRNA
WA TGF-B1 R IA S 5 B /NE W L 4efb . &2
SRR RSB HK-2 4, miR-27a-3p W35 7,
A T 41 ) A% B SR LA i) K (ski-related novel proteinN,
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SnoN) % ik , ¥F 1M1 3 1 F i TGF-p1 #1174 p-Smad2 4% i%
TGF-B1 1558 %, T 18 E-cadherin 1) ik | 14 N-cadherin
BIZ5 , AT A2 F HK-2 41 EMT, i jk BB R 3, 2
TRUBE PRI A I 15 5 i Ak 283 A0 1 20 2R i Ak B ) HK -2
Y, miR-10b Rk w3 LE . WABFFEIEW , miR-10b
A L2 38 3 L i B ) Kriappel BES S5 B F- 10 Fe3A M 0% TGF -
B/ Smad3 3 i , I A 2F B 00 B/ NVE LR AR EMT
MR E o F e R A5 U 3 5 A 1 S 56 3E B, 30 miR-138-
5p A ] T A # k) b 3 HOX A3 (235, JE il #2m BMP-
7 FRAOF A TGF-R1 15 53 6 AR T, Fe &
B RS S0 HK-2 41 EMT f99EJ2 . Ak, Zhang %24 %
PP miR-135a 7] 18 11 Notch s #2652 05 Jié s I BUE I &1
Hefl . Jia 5200 3 S A A1 52 B IE B, miR-4756 LA Sestrin2
MG 7 =R HK -2 20 Y EMUT 0 PN J5T 9 107384

2. Ak BN I A A H) miRNA - ZEARH SR KN
“F (connective tissue growth factor, CTGF ) J& ECM & B AY 5
KiFs 57,25 DN B gy R AEMKJE . Wang 520 %
B miR-30c FE 35 1Y BEAIG T B8 2o #0 7] 35 CTGF 1y 23k
25 DN LR i Zheng Z 7 5T IEW , miR-26a Al miR-
30c YJ#L ) CTGF i id #i8 miR-26a A1 miR-30c P[] T~ 14
CTGF Fik, i i 4 B /NG b R 40 EMT . [a] s 58 i)
miR-26a 1 miR-30c 3¢ 7] 4 DN AY6 7 #2455 B . Snail &
—Fh G S EMT 35348 . Zheng %538 & B, miR-30c #1 [
Snail Z %46 #1111 (Snail1) o HEAM , miR-30b-5p F miR-
153 ] A i i #0445 Snail (9 335 100 2 5 HK-2 40 g
EMT22",

2 0 SR SO AR DG R 1A 2 TR R RS SR R 1 A2 AT gt
2 5 DN B L4 Al F . Zhao 25550 33 7K P 40 S2 B TEHT
DN 1, miR-30e R LA 3 s $E 1) 07 ] ol 28 e o 988 385006 4 o6 2R
F 2 Mk, S aE B /N L 0 AN 38 2, 910 EMUT, DA i sk
G B AR YAk, Liu %55V 0E B, miR-23b 38 o $E i) I 4% 55 1
IR 1 A2 PIBK-AKT {5558 B8 003805 | i i 4 71
EHA SR EMT. Bb4h, Sun 2552 % B, miR-15a Xt AP4 %
TR0 AR S vT REAR SIE T R RS S O /N L B A
EMT.

Zhang % 3 i (R A S2 80 0F W, HG 4040 F K AE 5
RNA LUCAT1 7K F-FH i, ifi miR-199a-5p 7K F#AIK , AT 75 5
A EMT, B LUCATI f@iK 5% miR-199a-5p 1 Fe 3k 1
Al EMT, H 4 T HG % F 19 SMAD3 # iz 1k .
LUCAT1 af 38 it i miR-199a-5p ¥ 45 4k 77 18 1 ZEB1 12
HHGERMWEMT,

3. A miRNA X miR-21,miR-192 ,miR-215 7£ ¥ 7]\
TR A A B PR AR AR AR R - 2304 ] ik
JE LR SRR 45 5L, $ 7R 13X 48 miRNA A] fE 7 DN if Ji2
RIS B B AT REE A FIFE T gE iR i o 2Pk 5 5
B LR YR n A A AR

LiuZEPVBF5E % 3, BMP-7 7E4A A 0 id i F 98 miR-21
_E# Smad7 F1i i TGF-81/Smad3 5 55 S &% 2 5 DN

MIBLET Al B o (AMRFT G R B FEAR N A R BEARBE T
miR-21 [ R FEAG , 1M 1 2 18 miR-21 78 /] LA 1 s 4
B /NG | R A0 M i B 5, 346 Smad7 . Smad?2 . Smad3 & [
H) 223k, Al DN [ aF e o &5 6 W JRLAIF 5% i LR A ) 1) 45
H, AT )E T BE miR-21 76 DN ZE 8 (A [ B B b ol fig i A
G 16T, B 7 0 1 5 Smad7, 7] BE 10 30 5 oAl 2 2 5
YRR R

Exendin-4 J&— P &1 &5 M 2 BE K -1 (glucagon-like
peptide 1, GLP-1) 244, B TIAY7 2 BUBE RS . Jia 50
TE P B A S 00 HK-2 4010+, exendin-4 1)1 i miR-192 J7]
e OO NI KL N R N g NG
HETTIRAR B 2T 4k . SRTT, Wang 257 & U7E TGF-R i S
KEVE /N L KAl b 38 2 R 8 miR-192 & miR-215 (3%
ik, 1 E-cadherin () BH % 85 H ZEB2, 5z & # EMT. {H
J&, CTGF AT miR-192/215 /K, §: 8 ZEB2 Ji > , i
49 E-cadherin ik , Wi #IH EMT, Krupa 2% % #1 , DN
B E AL miR-192 B 8 R B, H 58/ NE R £ 4R 1L AR
Ko TGE-B¥F M NB/NE I E AT, miR-192 3R3AF
R, T 38 miR-192 W 241 BHiB 25 11 ZEB1. ZEB2, X4t
TGF-B/CTGF 4~ % 1Y E-cadherin % 35 T ¥4 , 2 1M1 371 441
EMT, LibifFseasfinm TGF-3 e £l ik CTGF
MR A TR AR P45 miR-192 2 miR-215 33k , IR AR RIZHLH
T REAT B 4 30 A A IR T A

Z miRNA A5 3945 DN WP B8 Lk fm e ed 3% 2%

VEZ2 PR 1Y L R 2 S BT LA SR 40t 0 3 T o 32 1
2N LTS T LA 3 — 2 T 2 Je . A N AN SZBGIE R 5 I
WE T L 3E A 0 - 2 28 W 5 52 2 1 2 0 p2 LR s AR o
/N L g AN A - 2 A 3B 2R A 2 1 p2d
TERE RIS T (00 B WE 2 R A VI BL R S BB . LAk 38
T B — 2L BRGS0 0 2 AR R TR A - Jiang
SRR I, F R B 1 AT LS miR-130a-3p Fr S E 45
A, AT 4 5 miR-130a-3p A9 A2 e P, 4E K H 2P ) miR-
130a-3p 5 STAT3 i mRNA 3’ UTR 454, A= H Rk,
AT GE 28 B 25 1 B /N B A A . A, L
IR(200 mg-kg™+d™) Al L& db/db /MR E WIFEE A 1 Al miR-
130a-3p A5, BEAK STAT3 Y35, BEGR A S0 1/
B b Bz AN g A K P21 A 3k, AT ZE 22 DN b B/
B LA

N AR EZHEFFOEDNF LA @BA T
miRNA

TE = S 10 HK -2 408 H miR-27a .miR-324-3p .miR-
503 YR B _EIE (e HK-2 40 i -, Hob, KaEE
G B RNA A A5 3i 455 Se M S A 5 7T B miR-27a 119 bl
PP T MAh BRSNS R RS
JEREH

L EZ

DN & AEA7E 3k 50 %0 M0 R A L 2 PRos (8 2 1
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