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[ Abstract] Renal fibrosis (RF) is a common pathological process leading to end-
stage renal failure in chronic kidney disease, with a complex molecular mechanism. Long non-
coding RNA (IncRNA) and microRNA (miRNA) are the main non-coding RNAs, affecting
disease processes, cellular homeostasis and development through a variety of mechanisms. An
increasing number of studies show that IncRNA and miRNA have high application value as
biomarkers for RF, including the treatment of renal fibrosis disease based on these and the early
detection of RF disease. Therefore, this paper reviews the research progress of IncRNA, miRNA

and their interaction in RF.
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Jie bl R A CHEVE . /)y RNA (microRNA,
miRNA ) J&—F/NAESa i RNA, (HHEAH
KTEEEY2EDIRE, S5 T AR A R B
RS, AR E RS 4E1L %, miRNA 76 RF
WP E R AR A2 3 T ARG . R, ARt
IncRNA . miRNA N —# tHEAEHTE RF e
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1 IncRNAZE B BE A 4L RI1EH

1.1 IncRNARI 145 4E

IncRNA 245 K 55T 200 MR AAESR 15
RNA. IncRNA TERMAL | sk, Fstfa5KF
PPN HGR, T o A A AL R s 5
Itz ST PR PR 0T A A 3 PR 223K 0 IneRNA
455 RNA  DNA B RS 517 240012,
FEVRPEREE A M R T R R L ER, W0
IncRNA P95 A2E 70% Ll ESERERE, 35
AR

AN, IncRNA ZE 41 LA ) 78 A A 23 52 i
DI AEFIBLE . Q0405 19 IneRNA, o] /E N
SE g PN IEPE RNA, 383 9815 mRNA I FE
ok it R B3R A 2 W 5 DR A 3k 1 i 40 A Y 1)
IncRNA A] P YLt R EE L | FEIR e S F i it i 4
AT 361 B TG S PR R 1k, IneRNA 12 2 541
fakggE ., A T RIS s, AW
TR R R R AR
1.2 IncRNAX 'S AE ST 4L B9 1R BH1E A

IncRNA A ¢ 4t fifg 983 48 /& 5 47 1 (IncRNA-
plasmacytoma variant translocation 1, IncRNA-PVT1 )
SR A BEARE 5 B EBEAH G IncRNA . BE IR
95 B B LY Y IncRNA-PVT1 3R, [RIEE,
WH I B 7 B2 20 L P 4G DU B IneRNA-PVT
FiKk W EWAN, H IncRNA-PVT1 3£ £ Zeste %&
(K 1455 7[R 4 2 (enhancer of zeste homolog 2,
EZH2) , VIME#F H3K27me3 S8 3] FOXAL 2 3)
FIXIE, UUER IncRNA-PVTI 5 id %3k FOXA1 A]
Vo DR S B 1) S A R 4, o A 4 e O
T2, %3 A synaptopodin Fl podocin & ik [ 1 |
Bel-2 #23k F# . Bax fll cleaved caspase-3 ik T
PP IncRNA-PVT1 T8k 28 1T 417 il 25 15 400 i 1)
TR, R2E. W MAifl, ok, it
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associated lung adenocarcinoma transcript 1,
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JREJRL . T 4Rl TR RN 2R B A KT
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53k 22 34 IncRNA LOC105375913 ] fiff 5 /)N 35k fifi
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Smad3 %) FW#EA BT AT 38 2 NF-xb AR AL HI A 5 5
MELF 4l 1, B K RN A -1 (early growth
response protein—1, Egrl ) PSR, ml
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RF H1 IncRNA MEG3 J5 3l 1 CpGs H £k K->k
P¥E MEG3 3Rk, BEAh, miRNA-185 AT LLiA Y
DNMT1 3635, MIMiETT TGF-B1 353/ RF H1
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Figure 1. The role of IncRNA in the pathogenesis of renal fibrosis
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. BUS . TCRI A W i ok T 4 AR 2
AEACFEEE, XF RF B2 Wi fna 7Y B EE A I R
B T miRNA EWE T G gk, H B A+
PN A R =T S S = O v

miRNA-21 /& A 28 & B iz - 19 miRNA &
Z—, A RFENMERERD T T
27 W 9T, miRNA-21 78 B 41 20 b Rk 5 i,
It 5 TCF- 7 = i #% % UIAH ¢, WF 9% Wow,
miRNA-21 A[YEN A H RF bRk, AMUS
B 2L LT AR R B R EAHOG, i85 IR R TR
T RF FREE 2 IEAHC ™, Ak, B2 I R
Mriv s d, miRNA-21 19355 RF 72 )% Z Ja]
HA BEWHSCE, e A BREE T, Bk
H miRNA-21-5p [ 3Ei5 5 RF R A P,
K fffor 200, TEPHLZENEE . MR B R B &
M2 Y FEPE S LR RF S8, miRNA-21
¥ L

TgA B 9 2 Fx T miRNA H G F 58 A4 48 A5,
miRNA-29 ( miRNA-29a, -29b, -29¢) KKk %
5 TeA B PTerditl, HIA 2 RF B9 1)
WA R EY . SEFRERAML, 1A B
B F K miRNA-29b F1 miRNA-29¢ i 2 F# A%,
HLIR AN WA P ) miRNA-29¢ 85I Ty 2 TR0 B 4
TR RF A TI0M R 7, O 5 A PR B s R
(4B DI RE RN 214 2T AL R BEAH G P00 T TgA
95 FR I P miRNA—29a (R 280k i K T
FREXFHRAL, @A Y7 rT P miRNA-29a F K %
%, PE—0F58 Bon I o miRNA-29a = 61k
HIE DIRE S5 IRYT RN A IR IR R Y T BT
BEAR, Mi2E miRNA-29a 515 /NsR g R 2 IEAH K,
5 HRAIE U A OGBS 2 R0
Jraex P,

5% /8 miRNA-21-5p, miRNA-214-3p Fl
miRNA-199a-5p W1 /& 2 5 IgA B & RF 1
FHOE miRNA, FIM A miRNA 55 2R 772 % 1A
T AN, 1A B EE T, miRNA-200c,
miRNA-141, miRNA-205 1 miRNA-29a'% P Fik
RN R, IFS IgA BRI E AR . I
RE A 4Efb i REAH G, B N AR N miRNA-146a
1 miRNA-155 7K 5 TgA "B 55 14 11 PR Fi1 2 41
S AR S AEAHSE P BeAh, I miRNA-21

AL 7 1k TeA B 2 200 6 RIS BR 400 6 1 i & 4
7 ST N
2.3 mIRNAXY &R 4L a7 1E R

H i, 5¢ T miRNA 7E RF %% 95 iR 97 of 72
RN AR EEE D EN YRR, R
7, miRNA-34, miRNA-29, miRNA-30.
miRNA-200. miRNA-221/222 5% % % miRNA 7]
VERPUA AEACIR FO-37 B E . miRNA-29 FE 02
MR IR Z R EZ —, B0 45 1
ATV B AR (R MMP2 5 BRI, N
TGF-B1/Smad3 F i miRNA-29 J& 17 5 £F 4 fk 1)
EEHH, Kz, 455 miRNA29 /K F-n] BH (1 £F
4k ™, miRNA-30 F1 miRNA—133 W95 IA NI4T
AEALANER , DA R TR A S 5 118 5,
B /N 2R MR R A AP WA miRNA-150 7] L A7 1]
WA FE S 1A B3k DL sUAF 4
A, BEITZNA miRNA-150 (93¢ 35 a1 RF
PR P [ RE, miRNA-34c W] FEAR RF 1 BRI 25
GEHAUVERKINT . o -SMA., TR JE . T 28 5
TEF YR R 26Tk, DA FAALG 0 1 U3 4
MEEIEFE AR R, HOMAME T, P RFDY,

WAk, E TS B R i S 28
W R D Z R BG4 ad B
miRNA-29b Fl miRNA-30c 23k LI RE™, 1
C66 VE Ry —Fp B iy 2 5 2R UM, Al a5
miRNA-200a A £ I5 . # il miRNA-21 B9 ik,
HETT A0 keleh #EAHOCE 1 1 IR 5 NRF2 T g
SRkt /N UM PRI B, U FIRIT RE B0 /)
R YBA hER AR A 15 5 0 B L A 4Rk ]
i miRNA-181c 5K ™.

125 RF 4 F miRNA ML T, (5558 1%
W RS N . TGF-B {55 B R A ) 2
PR T, Wi 524 miRNA IR, g
Fm T RF SR, AT R, miRNA-26a il
miRNA-30c 7 TGF-B /51 L7 - MIFE i b
KR EIME R, T miRNA-21 3o 3 1K ] 5 1 31 1
HUZ I Smad7 {2 #F TGF-B1 35319 b iz — 18] 78 &
Ak, miRNA-21 DB AT 5225 [ Smad7 YA,
M Smad3 B8R, TGN RFY,

T —ME S pS3 7 miRNA /31 RF #1
il L AR, BHT p53 Rlvs B [A] B 21
Ak, P TSRIRGE. p53 Fl miRNA-192 7 B K
s /N BRUEF Bz T 238 /K- FH R, miRNA-192 4 &
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(1) pS3 A 5 30 % AT E B /NER Y S RN 2F 4k Ak 1,
I Ah, I A 4 miRNA-23b/G3BP2 il i £
55 p53 JA4E RF 1Y & @it # . TEME DRI 3,
p33/miRNA-214 5 RF S 1EAHE, {05 3T dn /N
H miRNA-214 &3k 5940 i vl By kb PR 9 55 i vh
UNC-51 FE34HF 1 (unc—51-like kinase 1, ULK1)
FIR MY REART B e A, DT 5 I JEE N 45
PRo BEAN, p53 BRI AT S miRNA-214 ()%
ik, MmEdE ULK1 §9FHE A A e, 2 REY,

Mz, ERBF5EE I miRNA 1T RERIGIT A
[FIZERV 9 RF B Z N ZE, 1K Z 20 miRNA
ZOR A AME T E BN TR RF, T f# RF B
{5l BEAIL DA B T IF &80 RE JRI7 75,
miRNA 76 B MR AE b b VR L2 2.

3 IncRNA-miRNAZ B8 E{EBM'SE
BE 41 41X B9 %2 i

LI, IncRNA FUIEH5 AT 5200 miRNA
sk B3 BRI E S . IncRNA AIYEN
miRNA [ 35 4P N EPE RNA, 38 33 miRNA (176
SR FVERT, #07 miRNA (91F 3% L 922 ohhe, LA
RENH T miRNA 3L TR RR

IncRNA PVT1 1 Wilms i 8 & 4 1 ( Wilms
tumor protein 1, WT1 ) FEBE R B T 20N RE
BFEhIFRIN B, MAPH IncRNA PVT1 3¢ WTI1
AR ZR AN B RN 2T AL . ARSI R,
IncRNA PVT1 JLER AT 38 miRNA-23b-3p/WT1 {5
S, BUFE Y miRNA-23b=3p 1N EIEE S RNA
e VPR A KO N R 1 AR ek, AT
GBIV OPA 8 97 Tw 28 SN o 1) it 2 F AN =R F AR 94
21 4 4L B0 A, IneRNA PVTI 3T 2R 38 38 3o
73454k miR181a—5p M1kl RF AYHE R ) Wang %5

FFEIFASE T IncRNA GAS5 Xt 5 3 3 15 /N4 400 i
A AL B2, 45 R 578 IncRNA GASS 78
TGF-B1 AbFEAY NS B i ih /NS | B2 4L Al R
INELTR T E A, TR IncRNA GASS 7] 45 5025 i#
NG LA Y B2 PRI 9T R X
YEFH & B miRNA-96-5p 1) T ¥ F T E R 16 A 5
i, miRNA-96-5p 7£ RF /N T 808055 1 %7 4k
KGR 094, miRNA-96-5p FU8 /03404
T IncRNA GAS5 %f miRNA WYHEER1ERT, eah, #it
fIX IncRNA GAS5 F3d i 584455 miRNA-96-5p
FEAPUET AR VE R, DI I T 2 2 K 2 2 )
ik, A IneRNA GASS5 A GBS 1B RF fY
— P M E TR YT s B

Wang %5 #f 57 % 78 IncRNA MIAT 7 A\ RF 41
ZUFN RF /N U Y rp 3258 7KF- 20 31 1 10 4 B 4
AU T A /NEL, 17 IncRNA MIAT B9 T 48 7] [
NG Bz i i /NS b Bz AR 3% . He L i
B LR - B ST HFE 1L, IncRNA MIAT i 7] 38 i
Yok 2D LB 2T 24 A0 L P4 T8 B, HEZR RF (14 0 e 12
E— 25 B9 ML B 58 7R, IncRNA MIAT 3¢ 24
T miRNA-145 [ 4 J5 PR ¥ 45, 1 EIFSA2 7E R
miRNA-145 [ 58 51, K IncRNA MIAT AJ L) i@
1t miRNA-145 ] EIFSA2 A9k, AT 40300
e Ayt ¥ k4, TCONS_00088786 J&:
TGF-B/Smad3 1 5% (1) IncRNA, B 1] & A Smad3
MITEFESS & 00 a0, Bl 5 () T 27 4k b i) i e
IncRNA TCONS_00088786 H1 miRNA—132 ] 7% i
JHE, HEER IneRNA TCONS_00088786 ),
A 38 1o B miRNA-132 /b 21 4k AL AR 56 26 1 1)
Fik, MIMZEfE R Rer ik ™,

IncRNA NR_038323 {ii T* 8 S Yt i fk, Ge %5
58 4IF 55 47 F B 2% 19 IncRNA NR_038323 7£

#F2 miRNATE'S REF 44 PV E

Figure 2. The role of miRNA in the pathogenesis of renal fibrosis
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[ OB RN = il 1 N = G w1 O RS
B YU AR AE R . SR, BE R S 0 P TR
£ IncRNA NR_038323 32 ik 14 i 3 R fig bR 71
T B S 0 B SRR AT MR E R T Rk, H2Y
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™ RF M35 A LR i fb b i g 3Rk, T b ik AR
b Al B miRNA-34a-5p 3% 5 ) [H 1, IncRNA
1700020114Rik 7] fig /& RF (1) 8 24 7 HE A

4 g

ZE TR, IneRNA & miRNA 7E RF (941 %
WP F KRR, X RF A& A4 & R 5 AR
M, AEBCHEENIRITRS WSy, |
L R AT A T2 20 B B o 1 AH R A% IncRNA
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AR B, S5 AR RE th4R Y v A
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