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Research progress of long non-coding RNA in liver fibrosis
Zhang Chun-Yan, Yan Yu-Xin, Liang Jie, Menggen Si-Li-Mu, Ma Yue-Hong*

Department of Basic Medical, the Inner Mongolia Medical University, Hohhot 010059, China

"Corresponding author, E-mail: myh19982002@sina.com

This work was supported by the National Natural Science Foundation of China (81960759), and the Inner Mongolia Natural Science
Foundation (2019MS08010)

[Abstract] Long non-conding RNA (IncRNA) is a group of RNA with a length of more than 200 nt and no function of
coding protein, and plays a physiological function at the level of heredity, transcription and post transcription. LncRNA can regulate
multiple signal pathways. For example, hepatic fibrosis-associated IncRNA1 (LFAR1) promotes the activation of hepatic stellate cells
(HSC) through transforming growth factor-B (TGF-B) signal pathway in the progress of liver fibrosis; HOX transcript antisense
intergenic RNA (Hotair) promotes the activation of HSC as ceRNA; IncRNA-p21 inhibits the activation of HSC as ceRNA;
maternally expressed gene 8 (MEGS) can inhibit the activation of HSC in hepatic cell by inhibiting Notch pathway. With more and
more people's understanding of the function of IncRNA in liver fibrosis, it is expected to become a new target in the early diagnosis,

prognosis judgment and treatment of fibrosis. This article reviews the research progress of IncRNA in liver fibrosis..
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muscle actin, a-SMA)FI [ B o (type 1 collagen
al chain, Collal), FREHUIE & K+ FI{e 4 4 b
7o Z R PR T Qw2 PEF A8 . RS s
il . AU A AR A O & BB
G I 5 45 3 4 FEURF LR 46> AT 4
A RS AL 1 A B, 0 I AR 40 (hepatic
fibrosis, HSC)JEMT £ 4ifb R R E Z LR IEH
RYHSCAL T LIRS, F A1 P8 40 e HS C il
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1 LncRNAKE#A

1.1 E X LncRNARKFE>200 ntf 35 4k P I8
RNA(competing endogenous RNA, ceRNA), /&
RNAR G W e sk R =1y, | 2 AR T3
MY BERREC R, T E AR II6E .
LncRNAS 8 1 BT g i B AR L, AH L miRNA, H
TEZ0 M N B e 3% LU g, AT AR 27K Pk
R, TEMRIGRTE . Aol . s KM i &



A AR B B

1.2 B EEH LncRNAR 2 ks F X
IncRNA, X XIncRNA ., M [alncRNA, W& T
IncRNA J2 £ [H [8]IncRNA™ . LncRNA A 45015 1] -
(1) ZZVER . SMFs WA L L& A A &
MAEREER; Q)UBHEMN . BSIFdE—F
1 4 PR I BEL A HE 5 R R B B BB AL S &G AT &
HREEH; Q)5 EH. HEREEARIE
HZEEWNRE G RFEREER; (OHfF51E
o LoncRNAW] 7E 55 [A] A A] b Jz i 5 7 sl A
53 JE AT FEE PR A

2 {ERF&F4{LIncRNA

2.1 iR A G S A 1 (metastasis-associated lung
adenocarcinoma transcript 1, MALAT1) MALATI1
M F ARGk 11qI3 1 (DR AR 19qA), K2
8kb, TEMEANMIAYIG I . TR . RIEH R B K
B Yo R B, LR ALRR (CCL) I R I
INERFEF 4L BE R v | MALAT 1Y 36 35 78 15 1k 1Y)
HSCH R I, H5miR-101bMFIA 2 HAHL,
MALAT 1 FIRASHI K C3 %Y (A B AT B ISP 1 (ras-related
C3 botulinum toxin substrate 1, Racl)/&miR101b[1#E
b, AT ATAE R ceRNAKY 3 Rac1 1K IL, fEHEHSC
FIRETE AN AL . Dai%e B, MR ERER AL H A A
JHE 4t P 4 U MALAT 1] 38 33 5 miRNA-26bZ5 &
PEHFHSCHIIE RLX- 21915 1k .

2.2 KNI AE B 5 71 (plasmacytoma variant
translocation gene 1, PVT1) PVTIf FY ik
8q24.21, 7E 4 MO A 40 M b 2945 43 i o Yu
BT FE KB, PVT L 55 S PE 25 G miR-15241]
HPTCHI1 (patched 1), M Ifij 3 i H 58 15 7 i B
(Hedgehog signaling pathway) fl I+ JZ - [] i % fk.
(epithelial-mesenchymal transition, EMT)id . H
mﬁi‘ﬁ?@%l“autophagy related gene 14, ATG14)/&
miR- 15209 #8045, 38 PVT1-miR-152-ATG14(5
Sl T F A B TV A P HSCRYME , T
PR AT AR Y A -

2.3 HOXH % X HEH A RNA(HOX transcript
antisense intergenic RNA, Hotair) Hotairfii 12
Sk, BRI TFHOXCH K HHOXC1 LA
HOXC12Z[i], £ 6232 FENS . Hotair?F FLIF
L JHRIER . 4 R g S AR /DN AN e i g S b e v 5
s Fus O BESE R B, Hotair il E 5
miR-148b3 FrPE4E A i E I DNAH 3L F2 i 1 (DNA
methyltransferase 1, DNMT1), #Eifjif5FHSCH)
Ak BEAh, Hotairid nf 3 ik 0 il £ 4 3¢ 1k 5L A
3(maternally ex-pressed gene 3, MEG3){FKiL M i
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PEHSCHYTE AL, YoZ: U ST & B, 7ECCLIE T 1Y
JEF 44k /N B Hotair A M8 /il Hotairil i K 3
miR-29b Y F I 58 H A T Ay R s AL ML, T
FEDNAH I L 3b(DNA methyltransferase 3b,
DNMT3b) . #5105 Y (o {4 2k 1) 1R Tl S 5k ) 2
1 [A] 5 & [H (phosphatase and tensin homolog deleted
on chromosome ten, PTEN)I¥F Eefb1as , /e
HEHSCIR AL

2.4 44 e IncRNAL (liver-enriched fibrosis-
associated IncRNA1, LFAR1) LFARI{ T/)NEZEH
A — X, XS A Ak aqas AR, I
5 NCYP2UIHIHADHHE R MIAS . Zhang %5 AR5
KB, LEARIAIE ¥ESmad2/3 54k /E K IH T-B32
&1 (transforming growth factor beta receptor 1, TGE-
BRI)M&S & M HAE A B h B L, @] kS
Smad2/3%5 & {2 Smad2 . Smad3. Notch2, Notch3
%5k . B, LEARL AT of #0005 5% bk K
¥ -B(transforming growth factor-B, TGEF-B)HINotch
W, fEIERT AT 4R

2.5 s &% 354K 1(nuclear-enriched abundant
transcript 1, NEAT1) NEATIZK 3.7 kbfY
IncRNA, FEEETHMMZ T, 2 54840
A% 45K T ERNAG T Yo ML B,
NEAT 1 flKruppel#f A F 6 (Kruppel-like factor 6,
KLF6) EmiR-122 [ ¥ FR . NEAT1A] i i 55 4+ P 2%
B miR- 1228 W55 PR 4EfL P KLF6 R IA . [RliT,
NEAT1/miR-122/KLF67EHS CI{ 1 i 2 ke ¢ 5
YEM . Kong® IR BL, 9l A A K454 H M
K4 M1 (insulin-like growth factor binding protein-
related protein 1, IGFBPrP1)n] 35/ 41 4L
FINEAT1., F WA OCH F19a(autophagy associated
proteins 9a, Atg9a) ik & [ WEK T, FE{KmiR-
29bYRIEIKF- . HhAtg9aZ 5 T IGFBPrP1if 3
FHSC H WEFIEE . Ik, NEAT1/miR-29b/Atg9a
PS5 TIGFBPrP 1A T (/N RUHSCHY F I Al
W

2.6 PETGE-BIH LKA IEHASRNA (long non-
coding RNA activated by TGF-B, IncRNA ATB)
LncRNA ATBf T 145 Qe (A fk I, JE KT8 kb
MIncRNA. 7E N B % 6 5 (hepatitis C virus,
HCV) M SCHF2F 44k J 3 i FIEZH 2L | 176 S HSC
HFlncRNA ATB#E A FiE"" . LncRNA ATBIE
it TE A PEZE A miRNA-425-Spifi i #F Smad2 () F ik
LARHSCHH I AE, oG R, fEHCY
FHOC I £ 4k B & W IR 2L . i fLHSCHp
miR-200a %3k FFE, B-7% R [1(B-catenin) ik [
P8, B-cateninfEmiR-200af 45, IncRNA ATBAE
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HceRNAT] 5miR-200a%5 4, {EiEB-cateninfYFE
k17 I, IncRNA ATB/miR-200a/B-catenin il
ST REMEUE T LT 4R K R

2.7 KHAEHILRNA H19(long non-coding RNA
H19, IncRNA H19) LncRNA H19 T AZ A6 X,
WY Ak11p15.s, HEKLA23kbMIncRNA, SongF
K, bR A0 B 73F (epithelial cells adhere to
molecules, EpCAM) /&L &7 I & 1 (electronic box
homologous box 1, ZEB1)RY T IHFHEFEA , IncRNA
H19HMEpCAMMY[a] b3 15 5 ZEB 1Y [n] K i 19 5 1
K. LncRNA H19il i i 1F ZEB1/EpCAMAE 5
3 % T A /N LAY P £F 44k . Zha U B 5T 2
B, IncRNA H19/E N ceRNAT] 5miR-148afH45 5,
JFBE 5 4E 712 2288 5 PR 2 P14 (ubiquitin-specific
protease 4, USP4)[/KF, USP4JEmiR-148af)—4>
LA E MRS . IS 4R s T — BT i IncRNA
H19/miR-148a/USP4%ll, %413 2 HSCHY 3 1% A
FHZQIHH@':':‘TGF-BL/TTX;I(*{E&E?Z?ZE{JCO Wang%m]
KA, IncRNA H19:# i b 530k I S0 T (alcohol
dehydrogenase Il , ADH3)41 S0 4E iR (5 5 AT 75
SFHSCHYBATE ; Huang% & B, 7E%;YLIGEBPrP1
(YS- 1AL, 4R TG BRFE B 5 IncRNA H195%
RAKFRIEM G, I, IncRNA H19 ] 3 5o i i it
WL 338 (phosphatidylinosital 3-kinase, PI3K)/&
H ¥ B (protein kinase B, Akt)/MHiFL3l¥) TR IHEE &
mEN (mammalian target of rapamycin, mTOR)f%%
T B SRAR HEIGFBPrP 135 K HSC H W

2.8 /PMZRNAME A7 (small nucleic RNA host
gene 7, SNHG7) SNHG7{iT9o5 4k, KN
2157 nt, TENFEIFEF 44k 41 2L RE 46 19/ BRUEAR
HSCH &K B, Yo% & H, IncRNA SNHG7 [
e ML A miR-378-3p, B AIAE N UE S AL
BEtl M 25 12 (disorder fragment polarity protein 2,
DVL2) &, B-cateninfE4HAEN KM R, 2
HETHSCHWIE , 5% T IFEF b ke

2.9 INK4 5 AR X AE i RNA (antisense non-
coding RNA in the INK4 locus, ANRIL) ANRILf
Frodelk, BRI TG RO s
ARG . YangZ PR B, TEIGALAGHSCHIAT
YA 41 21 ANRIL I R34 I 35 P K, DNAH 3
A% 3A(DNA methyltransferase 3A, DNMT3A) 1
Tk BERI ., FHEDNMT3IAR B INE LAY HSC
HTANRILIY A, 1M RIKANRILA]H I HSCHY
P RN IR IR 1 AL A 1 P (AMP-activated protein
kinase, AMPK){5 . Kitt, IncRNA ANRIL##R
Jen] LIS AMPRIE S, AR #F 27 4 fk FTHS C
TG4

2.10  HE R AR A F1(stimulator of chondrogenesis
1, SCRG1) SCRGLZE MK H3118bpl)
IncRNA, 75 AFFREfL 4l 20 ip 365k 13,6215 ¢
WuZP R B, SCRG17E A M4 ZURI 54 Ak AR K A
+-B,(transforming growth factor-1, TGF-B,)if5F
FIIE L LX- 240 b i 33k, nTRfE&E T4 e fb i &
JEMHE I . SCRG15%E48 & 136(tristetraprolin,
TTP)A AN, Ffe g A TTPEH., o
FIKSCRGIZ S HTTP mRNARKEE, HHFHEIA
Wi/, SCRG1HE[H] T8 TTP ] S PR A8 A T«
(tumor necrosis factor alpha, TNF-a) 13 i 4 J&E £
F 2 (matrix metalloproteinase, MMP2)J3#4{ , &
AR AEAL Y R R

2,11 XY R I R 57 5% SR ) (X-inactive specific
transcript, XIST) XISTAZ T XY AT 1% M bty
XI, K2916 500 nt, 1FEHNYLtafRkxq13.20 % 5%
TEY L RERE S e X YLt (ARE G 3 R A TS . XIST
5 miR-29b%5 & A] {2 #F 5 i A % 8 H & -1 (high-
mobility group box-1, HMGB1)JFKik, MM
SR 2 WA S B LX- 240 1 AN s P I,
IncRNA XISTiffl i miR-29b/HMGB 1i& 24 5 2, B 175
SILX-220 ML A WEFEE . TR S AF R
KIE,

2.12  /PNCajalff&$§ 5 RNA 10(small Cajal body-
specific RNA 10, SCARNA10) SCARNAI10fiF12
SYLE R, JE— PR P B B IncRNA, R —Fp
TRIERY AR AR S . SCARNALOIE Kk Al i & CCl,
%A/ NRIT A 4EfL, H SCARNA107E /)N ST 21 4k
b Zih ik B % FilP, SCARNAIOTE/RP . 1k
A1 34103 A 175 T A8 T M H S CE AR T A2 AT
YA K JE . ZhangZPY L B, SCARNA10W] 5
gjﬁfmﬁi‘ﬂﬁ/ﬁ\%ﬂpolycomb repressive complex 2,
PRC2)&5A Mt iSmad2 . Smad3. TGEF-B,MIKLF6
Hyeak, MR SE T 4Efb i) % R .

2.13  KEEFEH ] IEHMIBRNA01093 (long intergenic
noncoding RNA 01093, 1inc01093) Linc01093{ T
4SO R BT EEGE A, s T R
i e iiRg 2 4 rp 22 S 3 1K AY1inc01093 . Tang: ™%
B, FECCLIET A I U TGE-B il 804 -4 g
linc010937%35 R, Linc01093M ik FRE I T I
MR T, T AL TS o FETGE-B, AR
R, T IAMlinco109338 15 {2 FE T EAF BE T T 1
(silent information regulator 1, SIRT1)[ R M FIvZ 2
AR HE TR T

2.14  Aluf T Bp2 L% s 15 7 (alu-mediated p21
transcriptional regulator, APTR) APTR{ T4+ faff
7q21, K H2303bp, X4 A 40 A0 20 i 1 H



HMHVER . YoZEUL B, APTRYENF£F 4E {441
rhRik B, HUTER AT Sp2 1R e s, DUTT il
US7THAIEI A K . APTR S p2 1 /N RUF£F 4k fb 2 21
W R B UG, Al A R p2 L 4N i R
B, XTHSCHA M IIEH

2.15 HHZIRHOXAR: SEA (ribonucleic acid HOXA
transcript at the distal tip, HOTTIP) HOTTIP{
FUh7p152, FEZF AR (HE S . T
20 Jf0 95 R 45 M R ) PP R DG B B Lisg By
K, HOTTIPX miR-148a 45 A EAE A, 1E
miR-148a, TGE-BRIMITGE-BR2MF#LFR, I
HI5R TGE-B/Smadfi T4 5. HOTTIPH] i i i
miR-148a, MR TGF-BRIMITGE-BR2MFE L, M
AL HERT LT 4EA i K L TN K JE o Zheng P K 31,
HOTTIPYE AmiR-150/ceRNA, AJ & il 37 52 A
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F (serum response factor, SRF)AYFIL, 75T/
HSCHIIE 1k

2.16 ﬁFﬁ;ﬁ@ﬁﬁiﬁ%l(taurine up-regulated gene 1,
TUgl) TUgl/&K/NA7.1kbMIncRNA, H KA
I T A4 sk 2 Ak B /0N BRUAOR D) B 4 L ) 2% 3k R [
H. Han®PUL B, TUglfECCl M B 4541 (BDL)
5 1 1 2 Ak /DS BB 8D /) S I 20 2 A R Ak
B ERIE FH, TUglalfE#fa-SMA. Collal,
MMP2/MMP9/MMP 10135 5 4 J G 2H 22 40 ] A
F1(tissue inhibitor of metalloproteinases 1, TIMP1)
3k, miR-29bJETUgLAYHLAR, TUgL ] 11 [ 55
miR-29bf) ik, I, IncRNA TUg1/E A ceRNAT]
T miR-29b 1) F KM HEHSCHYTE AL, M {2 2
£ 4EAb 1) 5 e .

LocRNAfE AR e E AN S L3R 1,

&1  LocRNAJEIE - 4EAL i /E

Tab.1 The promotive effects of IncRNA on liver fibrosis
LncRNA fiEH E =D
MALAT1 MALAT 15 miR-101b5 A, SLUIHSCHBEF AIG Ik ; MALAT Ll it 5 miRNA-26b%5 A, fEdFLX-241 [6-7]
Jiiofiopata
PVTI PVT 13 38 45 A miR- 152 M HIPTCHL, MG HSC, fEukfFEF4Etbnd &L (8]
Hotair Hotairili 2 5 miR-148b5e 4 PE 45451 _FIHDNMTL, #1175 FHSCHYTESL ; Hotairil i FmiR-29b 3 [10-11]
DNMT3bFIPTEN FH JLAL 3858, B HSCIYy i 1k
LFAR1 LFAR1E i3 #4715 TGF-B AlINotchif %, (EHEAFLF 41k [12]
NEAT1 NEAT 152 4+ PE45 G miR-122, il miR-122-KLE6H1Z SHSCHY TG {k [14]
LncRNA ATB  LncRNA ATBH[ 45 & R MEmiRNA-425-5p, {EUETGE-BR2MISmad2 )41k, M fliHSCHY1EFE FITE AL ; [16-17]
LncRNA ATBfE }ceRNA 5miR-200a%5 4, fE#EB-catenin(WFEi5, MIMAEIFHSCHYIEFE F1 431k
LncRNAHI19  LncRNA H19i8 it {5 ZEB1/Ep CAMA 51 R A2 /N U IF 2T 4E4L ;. LncRNA H19/miR148A/USP-4%l  [18-21]
TEHSCHRIH 20 P 3 TGE-BIB R AR 2T 44k ; LncRNA H193 ) [ IMADH3A 5 194k F iR (55 i
HSCHY#I% ; LncRNA H191 i3 PI3K/AKT/mTORS 518 ML #EIGFBPrP 15 £ HSC H I, e F4F4Efb
%
SNHG7 LncRNA-SNHG73% 1 45 G miR-378-3p Sl 2 N i 25 FUDVL2 & i B M, B-catenin fE AH HE A4 A Kt 2 [22]
L, RPFHSCRIELTS , 15 IFEF4Efb i &
ANRIL PR ANRIL A TG AMPKI&RAE , e Bk ATEF 4E L FHS CIY i 1k [23]
Linc-SCRG1  SCRG1#E[H] A TTP Al 32 TNF-o FIMMP23T , ek fF£F 4 Ak i) % Ji [24]
LncRNA XIST ~ XISTil i miR-29b/HMGB Ul 58 £, [ S ATHSC H WE A , MM i IF4F 4k 1k [25-26]
SCARNA10 SCARNA10-5PRC2ZE S M filla-SMAFISmad2 /3007655, M EATE 4L i %% J [27-28]
Linc01093 N A linc0109 33 1 #E STRT 1 (4 B fif A2 AR A2 o PR A AY 9 1~ [29]
APTR APTRAJ 8 38 5 i /N RFEF 4E AL 21, A0 &, X HSC A e 3458 i) 1/ H [30]
HOTTIP HOTTIPXf miR-148a LA s /EH , RAFLF etk P HSCIR AL AT B9 B 5 S5 ; HOTTPE MmiR-  [33-34]
150f%ceRNA, LA R IELF 4L py 15 H
TUgl TUg1{E A ceRNA F#miR-29b, H[{EHEHSCHITE L [35]

MALAT1. i[RI AR C 55 A1 PVTL. AN 28 B S F; Hotair. HOX%% 57 52 SCHEAI[HJRNA; LEAR1. IFEF4E LA 5 IncRNAT ;

NEAT1. #% & & #5848 1; LncRNA ATB. B{TGE-BIfLIY KEEIEAAYRNA; LncRNA H19. KEEAESiRNA H19; SNHG7. /MZRNATH
FHEH7; ANRIL. INK4E 2300 )% LAESRASRNA; SCRGL. #CE & A FNK N 715 XIST. XYL (R4 1% 45 555 524 ; SCARNALO. /]NCajal
MRS PERNA 105 Linc01093. KAEESEH MRS S RNA 01093 ; APTR. ALufi S Hp2 L& I A 75 HOTTIP. AR HOX AR, 5%
A5 TUgL. ABARR YRR 1; HSC. HAURZIN; LX-2. ASFALRANNE AR ; PTCHI. Patched 1; DNMT1. DNAHUFEA4EEF1; DNMT3b.
DNAH R54 R ff3b; PTEN. jk 71 IRV AY LN ; KLF6. KruppelFE[HF6; B-catenin. B-HEIE 5 TGE-BR2. F b K N B2 k2,
ceRNA. S 4rPEPIIHRNA; ZEBL. L F&RIJAE1; EpCAM. [ AR5 USP4. 127 FARFIEE (ff4; ADH3. RSB S0 I
PI3K/Akt/mTOR. B BEALEE- 33 / 4 A B /i FL2h ) TR N3 RA A ;. IGFBPrPL. RS BAE RESAHEAMXRENL; DVL2. il

A BEMERE 2, AMPK. R TFBR TG AL 55 s ; TTP. 54158 H36; HMGBIL. HiT B RiREH &-1;

DUBRAE BRI 11

a-SMA. oI JJUNLEIE H 5 SIRTI.
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3 HPHI BT 4L IncRNA

3.1 BEFRFRIKF8(maternally expressed gene 8,
MEGS) MEGSf T 4414 14q32.3 [y B il
R, 2203 A AELX-2. 200 g FTAML 12 48 i () 24 i
B o MGES nJ i Il i 11 5 Ji 98 4 ML EMLT ) 8 WL
WAL 2EUERE , ) 4 7 ILAE B (vascular smooth
muscle cell, VSMC) 13 55 4 il (4 34 5 A% )
WL I, MEGSTEIGALAYHSC . i 13 i JH- 4t g il
P2 fb 20 40 it #6355 MEGS T i i 1l Notch
T % T 910 4 JHF 40 L A HS C i AL FIEM T 2 F2 B%
MEGS81E A Notch{F 5 W BLIR 50, W IHEF 4k
SRR 158 By e AR
3.2 A 5091 (predicted gene 5091, GmS5091)
GmS091J&— K N 1179 bpAY AL A [A]IncRNA,
fi T Chr17. ZBEALHLAT i GmS0917EHSCHY 1%
KTE, IR 2B S B HS CRLTE A48 5E 7™ A 1
P . Zhou ™A, GmS091F 541 % miR-
27b. miR-23b. miR-24( %5407, Fl T RNA
IR AE A UE S miR-27b/23b /243 1] 5 Gm50914%
B 2KGmS09 1T FEKmiR-27b/23b/24 1K,
AR 1 GmS09 1A RE M BR 45 & 2/ o GmS091/
miR-27b/23b/24 ] L TR RS 14 21 4E 4K (alcoholic
hepatic fibrosis, AHF),
3.3 KHEEFEMEIEH I RNA-p21(long intergenic
noncoding RNA-p21, lincRNA-p21) LincRNA-p21
AL T 2 ih O 5 8 B J&] 99 9% 5 A 7 Cdkn 1a (ML FR
p2 )AL FiiFZ15 kb, UEWAINE T, K
3.1kb, LincRNA-p21 7] YEHTGE-BHIZLNY #F 5 miR-
SOMIEL AR, MNTIfE /N R R AL iR m] 1
N ceRNAE miR-181b5a FHEL 15, IS miR-181bX)
PTEN AR HIME, FA MBI HSCRITEIL™,
Yo" L B, lincRNA-p214F JceRNAT] 5 miR-17-
SpMI4i G, FiABEE A S 3B (glycogen synthesis
kinase 38, GSK-3B)AYFKiIL, #IfilWnt/B-catenin
. KL, it lincRNA-p21/miR-17-5p/
B-cateninfs 51l [}, lincRNA-p2 1REME I HIHSCIY
w1k
3.4 KHEIESADRNA-Hser(long non-coding RNA-
Hser, Inc-Hser) Lnc-Hser 3% T4 2% 40 A Al
AML L2240 A BAR . ZhangZ5E ™ R B, # % Inc-
Hser 1] 3l 1 175 5 E M T A 40 08 7= 7 442 9 A 4h
IR 4efk . RIS, Inc-Hsern] il i #MACSasZ {4
1(complement CSa receptor 1, CSARI)-{1] -5 (Hippo)-
YESAHH 4 I (YES-associated protein, YAP)id 42 il il
HSCHIT, Il it Notchifk 12 1 il iF 40 fs WEMT

W BEF, B2, Inc-Hserd2 32 4t 1120 1 i) 5 B A=
FR&EYr, WL binyy A S iAs .
3.5 AR RS R SRR AR S (growth arrest-specific
transcript 5, GASS) GASSH I K FE A K il 1
BRUET A Jt 240 M b 2 v Rk M g R B, AN
R 1q2S TRY/INF ) HE , K630 M IR .
Yo" HIDong % R B, CCLiA T B K RUF £ 4
BRI ) miR-23a1] i# i PTEN/PI3K/Akt/mTOR/
SnailfF 5l B R E LT 4E L1 & . GASST] 5 miR-
23ase FrELE G, FERmiR-23afY 33k, M T
744k, GASS/miR-23a/PTEN/PI3K/Akt/mTOR/
Snail il [ 76 TF£F 4 Ak v B9 VR 0 BT 47 AL iR T 42
HE TR S TS
3.6 B} FRFKIEH[H3(maternal expressed gene 3,
MEG3) MEG3{i T AZKYfa1h14932.3DLKI-
MEG3/ &, KJEHN3skb, EAMEMEM., Yudsle
MIWFTE &I, MEG3J&—Fh gl LN, ZEEMT
R KR EAEH] . MEG3TER N RIS T 2T 4
fhid B RIBWREAL, HREBME )G, 4k
AEIME], a-SMAFCollal FEIAFEAE ., (HASTTEEM
J&, MEG3id R 7 EMTHE FHSC, X
5 b R 7 0 G R [B)  bR 2 B DA e i
— R R B, B AE T S R A EMT o R 7
e difeny kB kR A HEEENH, FiEEA
(smoothened, SMO)JEHhIZEM— G, 1Ak,
MEG3# HiiA A JEmiR-212A9 4045 . miR-212%84r %
5 TMEGIXEMTH AN, B2, MEG3i# i
SMOH [ MmiR-2 1240 il 7 FIAE 15 538 B A5 19 T
YL EMTIZFE

LocRNAJ I FEF 4 A i VR AL R L k2 .

4 RES5REE

LncRNAJE T AF JFE S0 53 (0 385, 76 9
(liver cancer, HCC). Mr&f4ifb . ARWAEYERS I
(non-alcoholic fatty liver disease, NAFLD)H A/ 5% X
7R R (HZ80nc RNATEFL4E1L T Y
YERALE # A S A B B . Bk B A Inc RNATE i
J& 235 T I 1) IncRNAJE JE 1 TIncRNASE Rl A Y7 19
BEPLH o ARBEFE N B T SR b IncRNA
TR0 T TR AR AL oE S
IncRNAM LR, fi 5 AR 9 Inc RNAYE F T8 &
15 A 4E Ak % ARGV HEAR . [FIE, A 2RIm R AT
58 N G HE— 25 $ 5 X In c RN ATE 27 2 Ak 8 42 AR
FHRIATE, DT A RUCHD 0 16 In cRN A T 41 4 fk
HIZWIRNAYT, e AR B AR A
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F2  LncRNAMIHIFE 4L r/EH
Tab.2 The inhibitory effects of IncRNA on liver fibrosis

LncRNA LY 1EH S ik
MEGS Notch MEG 83 32 3 i Notchiill B4 1 THSCHYE 1k [35]
Gm5091 miR-27b/23b/24  GmS5091-5miR-27b/23b/24%5 & Al LAV L AHF [36]
miR-30 LincRNA-p2 11 TGE-BIRLN 4% 5 miR-30AHE AR, /N BRI ITF£F i Ak [37]
LincRNA.py] MiR-181b LincRNA-p2 1{E 7 ceRNA 5 miR-181b%5 45, IS miR-18 IbXFPTENAY I, fe &AMl [38]
incRNA-p HSCIi% 1k
miR-17-5p il i LincRNA-p21/miR-17-5p/B-cateninfs 53l i, lincRNA-p21REWSHIHSCHIIE 1k [39]
Lnc-Hser CSARI-Hippo-YAP  Lnc-Hserifl i CSAR1-Hippo-YAPZEF£M i T HSCHYH T, jllid Notchi& A& MM HI AT 41/ [40]
EMTHY 2
GASS miR-23a LncRNAGASS/miR-23a/PTEN/PI3K/Akt/mTOR /Snailitl 41 i 1T £F 4 {k [41-42]
. SMOFimiR212  MEG3IHESMOMImIR-212, AV {5 5B A F AU BMT AL B2, BRI 10 F2F 4 A [43]
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