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Abstract The incidence of liver disease is increasing year by year. Due to the complex predisposing factors
and unclear pathogenesis of liver diseases, the cure rate is still not ideal, so it is urgent to clarify its mechanism to
find more effective therapeutic targets and drugs. Long non-coding RNA (IncRNA), as a non-coding RNA with a
length of more than 200 nt, is a research hotspot in liver diseases in recent years. Focusing on the main signal
transduction pathways in liver diseases, this review mainly summarizes the latest research progress of IncRNA in
regulating liver disease-related signaling pathways, and elaborates that IncRNAs participate in various physiologi-
cal processes such as cell proliferation, apoptosis, invasion, and migration by regulating key signaling pathways
in liver diseases, thereby promoting the occurrence and development of liver diseases. This review provides new
ideas for studying the mechanism of liver diseases, and new directions for finding new targets and biomarkers for
the treatment of liver diseases.
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JHF I 2 A AR e R ) S MR %, LA 2 Fh)
e, AR R AR R AR N SR R Ak T
R R —MER S Z AR E
25 BT PR R A B B TR A S 25 A
B G AT o il U IR 58 R 101403 , 3K B I P9 68 )
AR 2 BB A, B R 2 Fh ) g 25 a2 5
SN, QSR RORE R SR K Rt 25 K J Sk I Ak 47
YAk RS S FIEBE 9 &0 B AR Tt i
T I 05 52 2% 14 2 9 175 DS i A 1) B 1) 2 S L
il VA AR A S BEAR R I 30 V) 7 B A LA
FABLHI AR B AR AR T 5250 . Aok
5% & B, IncRNA 2 5 T AR 2 IIE 90 19 & 2 %
RO S N o B Y AN B AN | ST - i
0 P 9 45, TR R A b e S0 1) 12
Wr 5 h A EEMEH . BT &K IncRNA
VE I 96 1 7 FH O =X 2 0, A 368 3 3 1 42 4%
i 55 300 16 DA 2 45 A M P e R T AR5 LT
BRI AT RRS  ASCRE JLAF IncRNA 845
JHF B 32 5 A 5 3 1% 10 F 9 1 e 2R A7 A 490
g, RS IR ) 2 A S AR B S, o
FRAA T I AT 95 (%) 7 0 B A Wb o A A A )
WF5ET7 10 o

1 LncRNA R E4EY=Ih8E

K # JE 4% 2 RNA (10ng non-coding RNA,
IncRNA) & — KR T 200 ML TR, B/ 5+
56 R 1 I T3 PR AT | T 2 1 5 4 B D BE 1Y RNA 73
T R A 2 AL, IncRNA 2y 1T 8
RNA G Bk st ik , HA M7 i 18 )7 % s A
THE X MR NS T LneRNA HA B m 1)
H A E R e M BRI P A RS, AT DL ik
2 Tl AL 75 A (6] 7K 98 5 5 P i 5k o R R
IncRNA 756 P 21 v 55 85 1 J57 G A1) s AT £18) 4 S Az
B, HAPE 5 A 525 (1) 1E X IncRNA (sense
IncRNA) : IS 1 J51 Zhi 1 5 PR 1) 1 SCRERS 53¢ 5 (2) [
X IncRNA (antisense IncRNA ) : )2 F J5i & i JE K]
1 e XAk % 5 5 (3) B[] IncRNA (bidirectional
IncRNA) : %2 IncRNA 7] [l i A 5 48 3T mRNA #%
ST 1) AH [F] 5 A0 S A4S 5 [ A e 53¢ 5 (4) BE R ]
IncRNA (intergenic IncRNA ) : /™25 1 5 g i) J

PRl 2Z (8] (1) 23 8] 5% S o 5 (5) K5 K N IneRNA
(intronic IncRNA ) : M % 55 35 IR 58 N &5 1 X% 5
P

LncRNA 7341 3 40 i 55 | 200 Ao A% DL K 200 i #5%
L OIRERR B 2%, B 2R e AE Wit |
B Fh SR SR KPR LR 5 )2 S 5 PR L
T A AR R B AR, WFSE R - IncRN A
FEX Ye R DT ER R AL EN I | Y o IR B 1 | R
WS B ST A A% 8 S T T A Y
It , 2 5 NG 0 KA % e, H B2 TR pL
Tl anPE 1R . LncRNA SRR 2R 0 10 45 T ik
P R b A B T SR DR A 52 2 Pk RIS Sk AT DA
FEIR VA 45 (1 2 B R AR A dr AR 1Y) 52 2=
BT HR R, ©IESE IneRNA 25 40 a4 5% L 4
T2 R78 AR AR A e — R A A
S SUY e

LncRNA 1E by 25 W bs 2 400 76 JTF IR 35905 11432 W
s R T EEAMEM . B0 Liv 5% 1300
I HBV FHYE TR 3 1 344 5] HBV SR E 7 &
1 344 (5| HBV 3233 54 75 (91 6 BRAF 5, 45 2R % 3
IncRNA HULC 1 rs7763881 [ 748 S 3 X 1 7] fi
B FREAR HBV 48145 25 % -9 040 B JRelte o I IR 9
BRI RUE J2 56 25 0 i 8 HULC 1612 Wi iF e 1
Kb 5 R Dy T A R BOAE T, BT RAE A
TR A R A AR B . MALAT-1 76 JiF&
20 B 2 A 112 4901 PR 2 2 RE AR o 33k 0 5 U R
MALAT-1 AT 1 6l JH-92 400 M 3% 3 L 32 7% AR 28 5
I, MALAT-1 ] 6842 B0 JIF A2 A8 5 98 2 % 10 8T
B YhR Y . HOTAIR (—#h IncRNA ) 7£ £ F jib
SN FL R K R T s R A I S HA
RS AHIC . Gao %38 1 461 60 2H i-Je8 £ 3 e
PREHSURE A FE & T4 SURE A h HOTAIR 9 26 38
I, F40 BT HOTATR ik KF 51l AR B S50
V] () 6, 485 50 % B HOTATR 192238 7K -5 g 14
oA FERS DL RN A R S A O SRS W R A
A RN R A R ) B AR R . SO RS A L 7E
N Ve R AL IS 5 3 v, 1 S P TS
PRiC W) H19 [ 2R I8 7K1 5 I £F 2k 1) ™ o F B
B AN AN H19 38 R DA 3 41 A s
A N T BT B8 R T A TR 14 B 1 1 JH s 1)
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X W, ZF : LocRNA P45 IR 05 b 05 5 5 S0 I A T 7 1k 279

TERE o F AT DL, B 1) IncRNA YA Y7 AT 2 5 .
AT TR BT o R, WA Inc RNA 1 AT IE
PRI 14 53T LA Sy 1] BT FUE 2 140 o ALt LA
FAf 7 IR 5 AR Y A SR A R o F RTAT
FEAR ], IncRNA A F I EB A 4 11 FH AL i) 2 22 b
ZRE AT LT i 2 P A 2k, g R

IncRNAj

T B RS M DL ROLE A R E
LncRNA 1] DL o 98 45 45 i (5 5 7% 538 B A S
I 0 A SR, TR B IR AR IncRNA 5 {5 5574 5
T [ 11 O 2R 68 I AR 00 & g AL ol ) A TR B A

TGF-p{5 5l
Notch{g 51l

P13K/AKT{E 5]
Wnt/B-catenin{g
MAPK{5 =il

i plisz S P oi]
4k, ARTHEH

B KAEIES S RNA (IncRNA) (g AL

2 LncRNA Xt BFRE RS 18 X 15 S8 B By 1E

2.1 #ALAREF-BiE%

AL KR T-B (TGF-B) {5 5 18 2 41 it 7Y
HEMGE T FEE, S 5RERZHEERK R
B, WiEA A K e T DL A s A
S AL A T RETS . TGF-B M KR LS TGF-
B1.TGF-B2 FI TGF-B3, H:HF TGF-B1 J2:d T E e
AL T o Smad A AE R TCF-B RIGZAAT
WEE 5 5 o0 1, B S RO VE T, & TGF-B
FEPE A% 0 IR .

2.1.1 LncRNA B2 AT & + 49 TGF-B 15 5 1@ %
TGF-B 76 i vh &3 SUR PR AT VE T o 78 g iy
B BE, TG Y- 3 20 175 5200 e J1 S0 452 5 R 4 o 1~
R TR S A 5 B bR v 2 R, TGF-B
I8 oF 175 T 40 2 2R L B -[R] BT 4K (epithelial-mes-
enchymal transition, EMT) ZF 111175 S 4 o 39 5 , 1T 7%
MR 2K K AEIE MR R AE T . EMT &R A
Bl T Iis A B 3 8% 5 1R 28 . 4 i 9 (hepato-

cellular carcinoma, HCC) {E & 4= BR &5 75 K DL i
o, B B R RS 22 e N )L
J Rl B2 R AR IR B 55 98 40 L ) 2 48 R g
BRI OE . B RIE TGF-B i i3 5 IncRNA A 1.
Vi AR 0 B9 i & A2 R e . LR S TGF-B1 A B
Y FH 49 IncRNA , 4355 MALAT1 . PVT1 ., UCA1 7£ i
RS FRE T H T 506 R B 2R R T
AT Yuan ZE % B TGF-B 1755 IncRNA-
ATB7E T 23k i, IncRNA-ATB Fifi 22 7 4
454 miR-200 K15 R B E & 456 BER B 1A
(zine finger E-box binding homeobox, ZEB) R ji th
ZEB1 1 ZEB2 () ik | fr A2 -9 40 M 2 2E
EMT T JR 152 22 6E J7 . Shi 25200 % P 7E AT 98 5 %
H IncRNA snaR Fll TGF-B1 ) & 35 14 B 2 1 hn L
snaR 7E I 3% HP 1 R 35K 5 TGF-B1 2 1EAH & ; i
— 5 WF5E & I, IncRNA snaR A GE/E N TGF-B1 1
UGS R, U TGF-B1 {5 556 T A il 2 T
AR B SR, INE I A . Yang 552V &
L, IncRNA NORAD 7 24 35 414 N I RNA (com-
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peting endogenous RNAs, ceRNA ) i - PE 45 4 miR-
202-5p, T TGF-P 38 5 , DA T 12 25 FF 98 200 e ) 34
PSR 7E ., MAN, I A ST R, TGF-B 1T DA%
ik IncRNA H19 {235 , H19 B 28 25 40 il fof g 2
UR AR (TICs ) o AL 20 A AN SO VE T, Dii A
S R R R
2.1.2 LncRNA A3 4 44 ¥ 49 TGF-B 15 5 i
B AR AAE g T PN 45 4 20 2R R G AR it
A, H R EARNE g0 A1 3L T (extracellular matrix,
ECM) & H 1y 7= A= F0 T B3 fin o JH 200k 40 e
(hepatic stellate cells, HSC ) & 5% M £F 4 £k 7= Az (1) ¢
TR, A R R R R S A R T B
JiZ J5 a1 (collagen type I collagenal, COL1al) , aF
W L3N 2 1 (a-smooth actin, a-SMA) DA M AR 27 4E4k
T TGF-B 55 18 i & AT 41 4 fb o F b S 2211
Z 53, 0] L3 o 75 S 4 B 45 , 4 i SRRE IR -
27 2 AL DR - 3R aB 3G I, 2 1fi fin = JH£F Ak Ak, JHoh
TGF-B/Smad J& 8 4 JIF £F 4k 1k i $ 7 {5 538 % .
TGF-B1/E N EE ML LT difb M IN 7, 5 H 2
K TGF-BR1 F1 TGF-BRII 45 & S F U R A K &
YR TE B Smad2 M BEIR AL ; B2 1L Smads & {37 i
4 A% DT A2 1 HSC 3% Ak A SR A o AR
K, WFFE K IR IneRNA 3 1 A F TGF-B/Smad {5 71
% T R A AR 4R A . 40 IncRNA-ATB i i 5
miR-425-5p 7% L 45 4 2% L TGF-BRIL Al Smad2
(R Ze3k , NI UE HSC BTG FL R B8 , 454 £F 4
FEAVE R 5 Inc-LFART 78 F£F 4k 4k 1 9 Smad2/3
(1) & 35 102 E LB R AL , U 11 TG TGF-B {5 %5 il
P& %5 COL1al Fl a-SMA FAH 1, ECM & 117
AR Z  HSCIR 1L, IFEF 44 inEE > s MALAT1 v] LA
i 0 BELWT SIRT1 X TGF-B 175 5 38 [ 14 410 il 22k 17 41
P HSC 75 1k 5 H19 78 24 ceRNA 7% 4 14 45 & miR-
148a, Iz A M 1 4(USP4) Y 3RIA , A
S TGF-B {553 %, 15 5 HSC TG4k , i T &1
Hefp>,
2.2 Notch4z 5 i@ %

Notch {5 53 2 — A5 B R SF 145 538
Z 5 2R A YR A S A i s ok b
Bz -[a) S A A A AR i AE . FETFL B, Notch
15 53l B A 4 121K (Notch1-4) F1 54~ Notch i {4
(Delta-like 1, DI1; Delta-like 3, DI13; Delta-like 4,
DI14; Jagged-1 and Jagged-2). 4 Notch 3Z/& 54

21 b A AR R G AR A B 5 A I, ADAM F % X
Notch 52 R HE AT W9 25 2 1K f# , BE L Noteh 4 i
ZE ¥y 35, (notch intracellular domain, NICD) ; NICD %
1 ZE AR5 DNA 456 8 A CSLAE H LAfE 5
LN 5 5%, A0 45 Hes A5 Hes A 055 5E R 1120
Notch i % O\ B 48 2 5 Z R il & £ ke
FE R B | [ B e e 45
2.2.1 LncRNA 3R 3= I J& F 49 Notch 13 5 id %
JHF-Js 200 B 1) v 2 B S o 9 22 AR 5 R & %y
M EZFN . KEVF5E R, Notch 38 #§ 76 Mg b
S H WO 5 MR I R 2B B B U AH G, il an 2
TIESE Noteh 1 /4 38006 A B 1 I 968 40 i ) 2 4 55 4
B, 15 Notch 38 [ 1 u] £~ JHF-9i 41 M 1) 42 22 ML)
AN, B AT 5 4 IE IncRNA AT GE 38 1 4 ¥
Notch il BEUE M A S X — i . Bl an . 76 e 22
FIZH0 i 22 v 35 R 98 A9 lineRNA-p21 8 A S 76 BT
Iy TP A FEGT IR AR, L mT DA 40 A 3
B AL % 5 X lineRNA-p21 194 AL 3E 7 #8 58,
R 3 23K 9 lineRNA-p21 i# 3 /-5 Noteh {75 53
175 S 10 EMUT S2E R 400 i P98 200 B 00 6 % 5 TS
Notch 38 4 7] L)% %% peDNA-lincRNA-p21 4 AT 2
Fa4m 45 F , #8278 Notch 18 %2 5 lincRNA-p21 fY
09 AE P . Zhang 557 & 3 AE I 9 v
LINCO0261 {35 , T LA il FF98 400 it 1) 33 7 46
L AZZE M EMT, X — 25 R v 85 LINC00261
T4 Hes-1 Fl Notch1 {4 8 #1410 i Notch {5 518
AT G BLAL, B AT i R, Notch1 A LAJR 4
IncRNA AK022798 i1k, Ji & it— 4% S HepG2
YUMLIR T, A IR R A R R
2.2.2 LncRNA B 42 I 4 4 4L 7 49 Notch 15 5 18
¥ Notch il } CL gk it il i & Fhig 2 5 X5
SR defeiy B & & . BN : @K Noteh3 1] LA
I a-SMA F1 COL1al (335 , #1M/F HSCs 1
6150 Noteh 175 5 T 41 it & A= EMT, 328 1 Jin =6 T £F
4t 4L ; Notch 5 TGF-B/Smad 15 5 il 1% 5 [7] 94 55
HSCs (1) 1% 1k 5 Notch 5 Wt {5 5 3@ #% P [5] 8 5
HSCs™" o ke b 2 1 UF 4 2% B Inc RNA A L3 1
T 42 Notch 3 [ 4 15 HSCs 4 1% 1k E 1M A~ 5 T 2F
Y1k,

Zhang 22 % B U0 2R Inc-LFART AT L4 1) 461
HSCs I3 , DR TGF-B 75 5 1Y T 40 i 0 T
JE98 55 CCLANRAE 254015 S 1/ N BUF R difb . XF
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X, 45 LneRNA P T HESORG H 55 50 s (Y BT 8 1k 281

Inc-LFAR1AE FIHLHIH#EAT#R 3T, & BLAE Inc-LFAR1
3K F I AY HSC 1, Notch2 . Notch3 , Hes1 il Hey2
(3 TR KA A 5 7F Ine-LFAR1 3635 F#1%) HSC
o, SRR G5 A S @K Ine-LFART /9 3R 3k 3 3
Notch2 , Notch 3, Hes1 il Hey2 ) 3 ik th B , o -
SMA FA 7K F B 5 LA 45 W] Inc-LFAR 1 18 i
BT Noteh il B AL #E AT 2T 4E AL A1 HSC 754k . Zhang
2521 B Inc-Hser & FEPU LT AL B9 VE AL 5 H:
AT Notch iR I P4 EMT B2 A G, A
5% 2 W Meg8 3 2 1 il Notch 18 #1017 HSC 7§
AL FTEMT, WA I 41 1 3% 0% 19 HSC 42 27 4 A6 Fi s
B FE DR 235
2.3 PBBK/AKT/: % i %

PI3K/AKT 15 538 [ /2 2 1 T A B i) 5 22 58
B, AT AR A A B G A Ak R T AR 2 Rl A
o W AR e LR -3 72 L P (phosphatidylinositol
3-kinase, PI3K)A] DA#E G 25 AR SZ 44 26 P R 24
2 it A2 AR 5 Ras 2 10N 5 00 9 PI3K 38 2o i3
1% 2K H P B (protein kinase B, PKB) Bl AKT, # 1ij
B RS 54> 7 mTOR. mTOR 1E K 22 & 1R /95
SR (U, ©h 58 0T S BRI B SR T | A b
SR A NS T O 40 R A0 R A e
BRI G AR iR
2.3.1 LncRNA 42 I J& P 49 PI3K/AKT 43 5 i
¥4 PI3K/AKT {5 538 [t O 9k H 10 38 1 400 ] 240 Ji 0
T, A8 2 e I3 A A 1 42 28 AN AT A 0 1T 2 5 R Y
KA RS2 I HLHI A 58 i A Y H i
JHF 95 20 L B4 A G AL B0 28 R 00T IR A 80
oo WFFE R, IncRNA 3 i P84 PI3K/AKT {5518
% A6 I 9 h 4 WG EE B R . Han S5OV E 52
IncRNA CASC11 7£ JIF 968 20 LR 40 g b 2 38 1,
AT DR S I A R 22 5 s i — PR R
PR EUEHLE I PI3K/AKT (5 5@ B S 54 %
TE HepG2 4 it v 45 T PI3K/AKT 15 53 5% 14 384 0
K- IGF-1 i i B PISK/AKT {5 3 #% 1) =2 47 [n)
P77 K7 PTEN J& , 40 it () 3 78 A= 22 66 175 214
151 5 UUER CASC1T o] LU 6l -9 40 i £ EMT \IGF-1
Al PTEN 3B 43 300 5% X — &5 5 DL B 45 R sE T
CASC11 38 3 445 PIBK/AKT 5 S8 i 2 5 i &
Ji& AT e R T R IR T A . BRI SR R
L, IncRNA FER1L4 38 15 9 %5 PI3K/AKT {5 5 3 i#%
0 R R Al B B 3G 5 AN AE B2 5 IncRNA

HAGLROS1EH ceRNA TE - PEZ5 5 miR-5095, #L 1]
ATG 12 75 JH-9i 40 B Y 185 58 0 10 e, ML A
fit 5 HAGLROS # 7% PLLK/AKT/mTOR 15 5 18 % A
KB BeA A RIE R A, IncRNA PTTG3PAE M
St TG 00 T BARIC Y, T DU S PR ) A K RN g
%, BAARHLE] -5 RS AT 40 P A PISK/AKT
(ERERl% 2 Sl

2.3.2 LncRNA i 35 B ¢F 4t 1L ¥ 8 PI3K/AKT 12
518 %  PI3K/AKT {5 5l B 7 21 defb rh 45 5
FEEAMEH, 0T LB IS ECM (& i S5 R, (e 4F
AR T 19238 LK HSC 176 A2 5 T4 4k Ak i
R 0 B9 PI3K/AKT 15 53 (e JE HSC i3
B, AT DAIE 3 4 45 o-FLIPL B9 3k, i HSC )
P47, PTENE N PI3K/AKT {5 538 B& 19 3 2 171 ]
&5 R 1, AT LA R PI3K T AKT B 1R £ 326 1717 410 7
HSC Ik 5 158, 2697 25 440 i A 808 58
9T & I, A £ Fh IncRNA i 11 5 PTEN 4 H.4F 1)
PE¥E PIBK/AKT {5 538 [ 1 1t 2 5 i 47 4 Ak i &
AR . Dong %5 R W, IncRNA GASS £ T
LR A AL SV HSC Hh 23534 R 0 5 i 23K IncRNA
GAS5 7] LA HSC 3% 1k . BF9E 3R W], GASS 5
24 ceRNA 32 4HPELE 4 miR-23a, 158 PTEN U515,
) PI3K BERR AL , 18 AKT .mTOR LA % Snail (335
TR BEAR , AT 4 ] PLK/AKT/mTOR/Snail 5 5 18
BTSSR RS R ORI a-
SMA F1 COL1al FKIRFEAL , e &M £ 2 Ak, 42
7~ IncRNA GAS5/miR-23a 1] 8 il 6 J7 I 41 4k 1k
AR FHEFR . Yu 25 % L HOTAIR 35 P45
4 miR-29b , fff miR-29b 1) F K FEAIL, f2 4 PTEN H
FeAL IR AT PISK/AKT {5 538 5% WA 111 fin = AP 21
etk . o A A BT & B H19 A] DLl o PI3K/
AKT/mTOR {55 538 {2 E IGFBPrP1 15 5 (1) HSC 7%
b, BARPLEI 7 205

2.3.3  LncRNA 3% 3k 8 45 B 5 BT 5% F 89
PI3K/AKT /5 5@ % AWK PENS 1157 T3 (nonal-
coholic fatty liver disease , NAFLD ) J& 18 14 -5 19 ¢
H UL S 1 AT RE & R b I A ol e T
PE (£ B 6] 027 NAFLD 3l 5 5 A e e AR £
HEJrE | A I0LRE AN 2 FROHE PR S S5 A 0% . B AT X
NAFLD f4 & 9 HIL il 01 =2 £ /0 B 58 % B, PI3K/
AKT {55 B2 5 RAE IR 25 5 ikt
Z — o 5 Z 4K $T (insulin resistance, IR) 5
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NAFLD 45 B B 16 A& e 2 V1A OC , 25 IR & 4B
BF JBE 8 2200 i 0 5 ) 30809 P D 383 , £l af 3 v
Ui 725 B T TR 1 45 ORI — Tk b & s, JHF 20 g
AR BT O AR, 40 A 1 ok DR DT -5 B8R s I
Mo FBARAFTE RN, IR ZAERT, AKT B8 3Rk K
SRR BEER AL AKT 85300 J5 , T LAOE SR 5 %
5% F mTOR, mTOR #f — & 0 i& T Ui 2% 0 25
S6K 1, B R 1b S6 R ME AR 25 11, 4 25 20 M 2 11 & Bl
DL K3 & IR i & 2 . LnecRNA Z 1 © #% #1678
NAFLD 33k 03, IR 5% & 3K PI3K/AKT 5 5
i % AT B 5 IncRNA A H NAFLD B #L il 46 ¢ .
Wang %5 & PLTE NAFLD K L H , IncRNA NEATI
MY FIRAKT . R NEAT J5 AT Al
YA ff th ACC F FAS (19 K38 7K F 5 il mTOR/S6K 1
15 %5 38 B J5 o] DAAS 30 W) RE Y S0 20, B8R
NEATI 7] f8 18 i mTOR/S6K 1 {55 5 18 % 41 5 K B
NAFLD &t #2 . Ak, fe i A iR 8 MEG3 38 1o
LRP6 5 miR-21 e G+ PE 45 &, Wil mTOR i 1%, iF
T {2 32F 200 B P4 B 5 5 B, I NAFLD J 1 . H
F HHTS&TF IncRNA /EFH NAFLD B 53 1t 78 e 25
B B, %o LR 5 5 530 i R M 2 D Rk R
FREIHE Z IncRNA VEF T NAFLD (91555538 4%

2.4  Wnt/B-catenin 43 %5 i #&

2.4.1 LncRNAE42AF 5% F 49 Wnt/B-catenin 15 5
B Wnt/B-catenin {5538 5 H i (G 51 6%
FAZZE AR K . B-catenin VF A% 18 5 Y G £
R, HER IR OKOF 5 R A i i R 28R )
S IEAH I 5 B-catenin 1 LAAE 32F b 983 145 A 05
KX S5 R AL ; Wnt/B-catenin {5518 %
0] A S TS SR R R R
LncRNA B8 238 2 5 8 45 e 40 i i A= L3
B GER 2B TR BOR B AR R
B, IncRNA 7] B8 4 4E T Wnt/B-catenin 55
B Sk T B o 0 Liang %55 % 3 IncRNA-
NEF 7] A5 B-catenin #H EAE H , #§ Il GSK3B 5 B-
catenin [ 25 &, (i JF B-catenin 1| PEBEFR 1L , DT
1] Wnt/ -catenin 15 53 F% I 1% FOXA2 iy %
3, 0 4 B0 40 B EMT A 95 20 i 09 3T A
Zhang 55 % #1238 IncRNA HOTAIRM 1 7] LLA)
il JFF 96 20 34 2, 42 2 R T2 3 B0 Bax 1 2R354
A TR A7 Bel-2 A1 Bid A9 3235 TG 7 3 19
YRR T . MLEIBESE R W], Wt 38 B AH DG 1, 2

F& Aktl, pGSK-38 Hl B -catenin FE IncRNA
HOTAIRMI 33 36 )5 36 3A 1 3 F % 5 45 & Wt il [
ALOLDLUE B M T /R, #E JR IneRNA
HOTAIRM1 A] G838 ik #11 il Wnt {5 538 2% {2 2F i
YU T, SE AR R R . Zha 578 IR R
IncRNA CRNDE AJ LATE 4 A 400 ] 98 240 B 3 5
TR HUZ 28 5 MRS g 19 2B R R 8% . i —
A 925048 75 CRNDE 3 18 7% Wnt/B -catenin {5 5
R A A PR 40 L 4 EMT 58 5 AT 6 P o k4
YEH . TICs HAT H 38 B8 Ao fb At 4 B i
JRB KA FNFERS o Fu S8 & B, IncRNA 1inc00210
TE I E TICs s 33k, #F — 0 58 & B IncRNA
1inc00210 3@ & 5 CTNNBIP1 A & fE f i
CTNNBIP1 5 B-catenin FIZ5E4 3240, NI iTH Wnt/
B-catenin {5 5 F% 38 [ , £ #F T HE TICs 19 [ & 5H
B, IV e % R R AR . DA b 25 AR R Wnt/B-
catenin {5 5 1 [ J& IncRNA 1 35 I8 i) — > 2
AR, 0] Wnt/B-catenin {5 538 [ 1] B8 NIRRT
JHF 96 (5 7 1o

2.4.2 LncRNA R 4% I £F 448 7 49 Wnt/B-catenin
fZ 5% Wntf5 5@ AT R kLS
FAEH, vl DL i 28 B B -catenin MR 5 10 1% Al
JE 4 [3-catenin Tt S7 3 R T HSCs 1Y 16 4k 5 1%
o M Wnt ZARBEOE R, SH RN Z RS G TSR
P Dishevelled & [, {218 Axin 454 LRP, 11 fil B# IR
A P 38 (glycogen synthase kinase 3B, GSK-
3B) 7 Pk, I3 N B-catenin FH 2 5 FF 42 P 1Y B -
catenin A% 5 %% 5E R 1 % TCF/LEF 25 598 i %
SEE AW BOE TR AL A S SR R HE HSC 1%
b, BT A5 FLF 454k . LncRNA 7EJF£F 44k b 53
HZRIN, LGS ZFLEAE R TR 4Efe. H
HIBF5E 2B, IncRNA T2 LL 72 ceRNA 1977 20
W Wnt {5 58 A S ik . TR &I,
PLER SNHGT 7T LA ik HSC 3% 14 R0 48 i 346 5, sk 2>
JE S 1 AR B LI 9T R B, SNHGT Ji it 5 4
P45 A miR-378a-3p, B4 i DVL2 ML PN & &, 42 &
TCF 75 1 , Y /0 9 iR 1k B-catenin Fll GSK-3B # ik,
AT Wnt/B-catenin {5 518 1 , 1755 HSCI% AL,
VAT RFER4EAL™ . JEET 2 4R IE IncRNA-ATB 7] LA
WL VEH T TGF-B il 2 5 I 4F 4k & &, Fu
SO — L R I, IncRNA-ATB 38 1] DL 35 4 P45 4
miR-200a, i iF IncRNA-ATB/miR-200a/B -catenin
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b4 HSC B , R A S HCV AH SC 1 I 27 4t
e B k. Bl oM, lineRNA-p21 38
MicroRNA-17-5p 4131 Wnt/B-Catenin 38 B0 ] T
HSC B 1=

2.5 MAPK{z %l #%

2.5.1 LncRNA if 4= I & 49 MAPK 15 5 i@ %
22 54 7 1% A6 B 1 9 (mitogen-activated protein
kinase, MAPK) {55 5 i 4% /2 2l Jifd P 75 22 19 {5 5
., S H5EEMENE S RESTIBEES
ol AE BE AR, G A MAPK 5 A0 4% - 40 i oM 5
S E Y PR (ERK) | c-Jun 3% 2 I 334 6 (JNK) Al
p38 22 4G A B (B (p38 MAPK) ™, EL A
ERK {55 538 % 32 228 5 40 i (9 38 58 5 5% 5% ; INK
553 R AR e E ST
MAPK {5 53l [ O 9 & S 5 A0 22 0 1 s 19 &
AR U5 I OO G . C B e AR A
Hh R 2GR 1 SE R S AL R 30 ERK {5538
%, T SO0 M S S B o R M R R
SO Y 22 I8 05 J I ) 9 A0 i MAPKS 19 %
ik, 53 p38 MAPK {55 53 i 32 B i, -5 20 el
P A RS A . C4RE IncRNA 1] LLiE
o VA MAPK {55 38 6 AE H T/ o Bao %K
B IncRNA Igf2as 78 HCC 40 g F 20 21 rp 35 114,
W Tgf2as AT L I8 25 400 1) 200 6 184 5 O 412 1k 200 e o7
Too lgf2as BYFRIA S ERK UG Z 0] 52 IEAHOC  TE4
si-lgf2as 7 YL (20 i, 40 i 4 ERK/MAPK 5 538
BEZ BN . DA 45 SRR IncRNA Igf2as 7] fig 3
B3 ) 45 ERK/MAPK {553 B R A1 12 )98 41 i
B 356 58 AR 28 o L Ah, Peng 5504 & B IncRNA
CCHE 7 488 21 23RN 41 i v s 22 3, (2 2 b9 A=
K5 sE . 2R CCHEL J5 | i 40 i
t ) ERK/MAPK @ A2 g 40, A iy 2B K S R T
A5 255 , 428 CCHET W] /E 8 U5 9 4E
Y&,

2.5.2 LncRNA 8 3% 3k 78 45 FE B b5 LT 5% F 89
MAPK 4% 5 i@ %  MAPK {55 53 i B 1 76 i 98 b
RAEAE 76 NAFLD [T B & e v BT ke 1 4 A
ZE MOk L2 B e TE . BRI U IR 5 R (free
fatty acid, FFA) | 43 5E PR, 40 I8 P %) s 4R 16 07 3
KPR 0] 0 INK A 538 %, 35 4k 1 INK 3 % i
I JE IR RE IR DA KA R T A 5 NAFLD /9%
25 INK1 N NAFLD 1 /4 I 45, .5 TR 7K

BEAH € 5 3 35 AMPKal 1 p38 MAPK Ay 38
%, JE I AT BEAE MG YT NAFLD (B0 . BFoe &
B IncRNA ## MAPK {5 538 % 2 5 NAFLD () &
A KR . Shen %' WF5Y & L, 7E NAFLD K flrh
IncRNA HULC 2 3k & 2 I3, # i HULC iy &
K] DABCSE NAFLD K SRS (9 IR R OAR, i
LF AL LA S8 AR R T, (R R HULC A AL
FORIIRAA . S — PRI IEA T4, K B
i HULC 7 DL ) NAFLD Jk B 20 23 b (1)
MAPK 15 538 #% ; 0 H1 p38 A1 INK RJ LA AT A
o o AR A R0 48 2 Ak, v/ B A i o T, 3
HULC i 11 I 15 MAPK {5 53 1% 2 5 NAFLD Ji i

g b R T R E S E AR E
IncRNA i i Z 0 7 A EAR O F Sl gk M 2 5
TR ARG RS AR 28 T A 2 R A e it
oA EREEER(ED . W
IncRNA P42 (553 BE ALK A BT 8 W e s
1) &I B -

3 FIEERE

JHF IR 3 975 96 B 1 5 3 I Ak 22, 3 i =2 () 1)
PRI G R A A 2% X I 5 v A £ - 3 g
FPRRSE , A B 1 BH IR0 1 A& AL, 3R 2008
O R 5 . I 4F 3K IncRNA 2 JITF 1 552 96 1 A 5T
o WPAF T — PR . FnEoE & IAE H19
P TR R M 8 MR BE 3R A B
(Y ERLRE BlF2ART LI e R el T 1/ T a
I RIS, 3 nT B [RIFE S FH - 2658 H19 19 AT
FEIAIT s AR UEF AN IG5 9 IncRNA LALR1 76 4%
13 )5 0 IR AE A R R R IR T AR N 4k Ak
o B 2 N E A9 MEG3 7E HSCs 5 AL AT 2T 4E Ak & i
R VR, A SR A AT AR R T AR
HUAS L H AT I #E TR IneRNA AT T 5% A i
FEHPEHE T B 1), T 2k — 25 B IncRNA /EH
JHRE 995 19 23 ML o H BT 58 30E 55 IncRNA 3
o ZFRE AL AR R & A E S ik 2 5
JHF R 95 1) & A % 8 AFL: H RTXT IneRNA IR (5
538 K IS i LE R D B B, G LA I A7
He Al B 98 B BRI (BAE ARG PR AR 105 7
W, PR AL S5 A g vh i IR 0 o HER R A
M AR RS2 86 45 1 K e B 6 A I, 5 ZE il — A iR
5% IncRNA 182 45 Fl 5 5 38 % ) AL DA S [R) 45
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i 2%

ERegili IncRNA YEHIHE A5 AW O ik

TGF-B {553 PVTI NOP2 (9 A B B 4, o [18]

IncRNA-ATB miR-200 (R 4 I 1R 22 5 1T, i [19]

IncRNA NORAD miR-202-5p A B 9 A B A 1 5 1R 28 n [21]

Inc-LFAR1 Smad2/3 {2k HSC Ak, in g 2T 4k ik [24]

HI9 miR-148a {2 HSCif AL, = FF2F 4 Ak [25]

Noteh {75538 lincRNA-p21 Notch 07 P9 0 L ) R B RS [27]

LINC00261 Hes-1 1 Notch1 T 40 A Y G SR R 22, [28]

IncRNA AK022798  Notchl W R A A e - [29]

Inc-LFAR1 Notch2 .Notch3 Hes1 Fll Hey2 {2t HSC i fk., N iF£F 4 Ak [24]

Inc-Hser Notch1 T4 i EMT , BT 21 44k [32]

PI3K/AKT 5 53 i IncRNA CASCI1 IGF-1 8 PTEN PRI A AR 22 5 3 A% e [34]

IncRNA HAGLROS ~ miR-5095 PETT T A A A 5 0 A [ [36]

IncRNA PTTG3P PTTG1 AR R JHF AR Pols 1 2B A RN 7 [37]

HOTAIR miR-29b SN AR 44k [40]

H19 PI3K/Akt/mTOR PR HSC i fk [41]

IncRNA NEAT1 mTOR/S6K 1 JE NAFLD [43]

MEG3 MiR-21 3 240t i S5 5 AL, i NAFLD [44]

Wnt/B-cateni {553##%  IncRNA-NEF B-catenin 0 FFE £ A EMIT R 8 40 i 7% [45]

IncRNA HOTAIRM1 ~ Bel-2 .Bid (Aktl FlpGSK-38 il FF4ga 40 a3 4 42 b e i M o B FE [46)

IncRNA 1inc00210 CTNNBIP1 PR EIFFAE TICs 1) F 3R S8, Jin o JHHa [48]

SNHG7 miR-378a-3p 553 HSCif 1k, iR IFET 2 Ak [49]

IncRNA-ATB miR-200a PHHE HSC 1Y [50]

lincRNA-p21 MicroRNA-17-5p i HSC ¥ 1k, frer i fk [51]

MAPK {553 %% IncRNA Igf2as ERK A T T 40 L ) 152 52 [53]

IncRNA CCHE1 ERK/MAPK A T T S A PR 5, o e R [54]

HULC MAPK FEE g B O, iNE NAFLD [55]

53 i 2 1] S 2 A S & L LA ] Ine RNA A ]
JEREB I 1) 505 AL, O e RS2 W3 T B B e
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