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JFIE 2 3 R AR S e T AL A 22 A T AR
A T B0 T 1) PR 3R An B2 A s A S
25 AT SRR A B S A 3 o U IE R AE 45
i, B R R AL JF AR 44 PSS IR
SRR, TR 51 Y K AR A SE A 2R T X8 T AT
IFE 98 A A 5 242 i AL i %) BT 5 ok i T 2

IncRNA & G2 H 4 15 5 7 A9 AE 4 5 RNA ( ncR-
NAs) (5 —AE2 AL LA RNA 18 R AE £ )2 1 4 45 Jk
PR 38, 252 22 R 03 147 S 9 SC B 43 1, il
BEPH 0k A0 M oAk A0 M R T LA R A SRR (R
AE IR ) o X F IncRNA X4 AE A I8 45 4 0 iF
58, A IR 2 Wi Kh o7 T IR 58 GE M 5 0 4 4 1 8 SR
B o ARSOH IncRNA 55 1 JIE 58 E P4 95 ik % 9 AL il 1Y
KA IncRNA 25 I IE 98 E 1 52 5 4 Ji B4 9 15 HIL 1
K e AL ) 45 TG 4 BF 9 B SR AR — 50k

— .IncRNA Hy#Ei&

IncRNA J&—2R K B K T 200 % H 1R | b 58
BT TR BEAE N B 4 A AR 1 BE ) 1Y AR SR A RNA
4545 5 mRNA 6L, HAT 20 SUR: 53 1 F0 i 2= 3R 35 4
e RS Tl g SR R N T, FEEAL T AN
(40 A% AN AT 2. BRI, IncRNA (10 2 5 5 K 1]
B, AT RESK IR AT - ol e B 2R 1 R G R DR 28 AR 7 A
M Z I TF R 285 SR i S I 9 Fi 2 7 A 5
IncRNA J7 51 tkH 4R 1) 45 74 B 0 B0 &2 1 4 s A 0 I
JIE 77 A 5 R R s ek R v I g B R PR O o A
S B A A7 AP B e T A A B R R 2L T 7 A

VT AR, B A iy 38 I P B R i I RN R R 2R
PR i IncRNA {5 7E A Wi g &% 3L, X5 F IncRNA #94E
Y7 o bR e T AN WY BT, 32 A0 45 AR SE R 20 1Y
B 4 DNA FF 5189 S 40 BF S8R W1, IncRNA
Iz 55 2R B e A B R, A .
MG oAk Y TUE I R SEOE (B R i R
ST N EREEY . S 5Pk A YD
P R IK AR IBA AE S BE 5 S SR
SRR IR B ] R A X 8 ) BE AL TE
JFFHE 98 E VP HH A3 3 T 45 9IE . IncRNA MEG3 8%
UEWTRTAE S 51 5 RNA 9 SCA 1 3 45 JIE T IR AR
5403 1) 952 95 R J& , MEG3 A S 32 42 8% RNA 45 &
EAZRWEIEX 445 HM 1 (polypyrimidine tract
binding protein 1, PTBP1) WEA/NRE T RBIKER
('small heterodimer partner, SHP) mRNA H1 M 11 3K
SHP Ay E M, T BUBH TR BUINEE , il SHP i ok A
BT 5 AW cAMP SO TR 45 G H (ey-
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clic — AMP response element binding protein, CREB) X
MEG3 Ja 3 ¥ 19 s =X BT ok 4 il MEG3 2 (5 19 %%
R,

T3 A WG BB OGS S M RNAY
B I 25 K IncRNA 517y RNA (miRNA) Fil mR-
NA BE &k, HL# E, IncRNAs /T & 5% mRNA
KA miRNA @%ﬁﬁﬁ:(miRNA response elements,
MREs) il i 5 miRNA 3 G P 45 G 40 i H 0% v AT
il miRNA 54 mRNA % SEA L H AP 50454,
AR T M mRNA (9 820 M ol PR T R e
ik WNIETE IncRNA 18 45 18 A8 & 0 3 9A o 5 1 o
(kA 5, P51, IncRNA HULC 2 JIT 40 Jfg 9
(hepatocellular carcinoma, HCC) " | I % 5 /& 19 &
HZ—, Wang % B9 &3 CREB 25 7 HULC 1y
FE, AR IE B HULC 38 3 ceRNA I 88 4101 1
miR - 372 Jf P, 3% T BOL R JiE R DA s p o i i
5% CREB W BEIR L AIETE . MeAh, MOk ik 2 1) iF 5%
BUE T 2 P IncRNA 3 52 3 — 8 45 #IL ) 76 JF I %
MBI R R A R R R T EEAEH .

Z .IncRNA 5FFlE R EMHERBH X R

X IncRNA 75 JHIE J7 T8 09 A 5% BE & 2 8
o 3 AR R O W R R B IR TR TR
B Je 4% 4 E FIBF ST i) IncRNA 2 H19 F1 XIST, B J&
MR T HA IRl B A IneRNA : MEG3 fil MALAT -
1,MEG3 B 4%k W & HCC b fith y83 40 1) 35 A i
MALAT -1 7 HCC & B A BURIMEM ., Rtz
Hb A R ALY IncRNA BEUE B 5 FIEBE R A &, T
SCHRHE AN ) B B9 4325 256 43 BT IncRNA 5 J1F I &
REPE S0 1 G R . B A ROk B2 1Y AF 5 R B In-
cRNA 7 583 2o 7 22 4~ 35 59 3 38 {5 5 3 6 1Y)
TR E I S MR R 1 & A R R T RE LR IR YT B2
VBT P IO 2 i 1 9 AR A S 1 2E W 2 bR R

1. IncRNA 5 Jife 5 5 175 5 45043 19 G &% < R 75 0
ST R R B0 B R TR 0 1 3 e s R R R
WEIE 55 52 e 75 i 12 28 , e BP0 & A 1 e B0 A9 AT
B BT AR 2 A B IR e (O SR AR W) Y
S By RAE U KA, 3 B9 T I RERR AT, 2 S B0
TE LA A 20% ~50% , JHk R AE Y 48 E N
MG BRLAZ — 77 W A0 L CJFF U b 9 2R 5 B Al ) Toll
FEZ K (toll - like recepters, TLRs) A% 3435 , X e
SE e B A AR OC 45405 1 & s ML &= G 2, A3 A
F% FE M 75 JF 151 105 B8 3 & B IncRNA NEATI 3k
KLV, NEATL 3 G th b 5 Let — 7a 254, JF M
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Let — 7a B Toll ¥ 3% 1K 4 (toll - like recepter 4,
TLR4) , %R J5 B0 TLRA 853006 I+ % T lig s 5, =
FO™ T Y JRRE SN AR S A RF B 5  Li Sl
Ik g ST T E T R G I 38 2 2 A B -
cRNA CRNDE By £ ik 7K F 5 W 3 BE AL, JFuE i 1
CRNDE Al £y miR - 126 - 5p Wy “ /4> T 4" 5
miR - 126 - 5p 25 & I W AR L 3 3k | F 1 40 i) Bk 75
PN B R R oy o O S R R S P L i B e 4
H B kE AR -2 (b - cell lymphoma —2,Bcl —2)
(235, DT 2 38 K BB B i I B 405 . T 700 IncRNA
(18 2% 315 AT R 3 18 9 2 E 3 [ HH O AZ R (W ST R
*'fil%iﬁt*ﬁﬂéﬁeEﬁi’%LU\ﬁﬁ%ﬁ’%%aE%I
A A0 B 9 S, X — T il i B A A7 7F miRNAs
25 #£R IncRNA %mm miRNA/mRNAs 35 3 i %
KB T g N TRPE RNA” 2% 2 ife 7% 0 175 3 10 JIF 462 05
R TR R ) O B R A5 R 25

2. IncRNA 5 259 8 P JIF 45 005 1) ¢ &R ¢ I 2% o0
VR 25 1 10 N AR 1 55 300 25 90 1 T4 405 02
IR 5 1 = B D PR 2 o ML 6 4 440 A 47 | £F
ek W KA FELZARAAS R, HEC A R
F TR T X L B & F B (acetamidophenol , APAP) | X
O TR By e — Fh AR &b ) 25, F F IR AR (EAE
Fad i vl S E8O™ E B E A s
Pei Z5"VUBESE K E] APAP 5 4 45 45 ( AILD)
/NERAE L I3 IneRNA KCNQIOT1 R, IF 45 &
HepaRG 4l Jifd 1% 4 45 7 8 45 HL il 7T 58 )& KCNQ1OTI1
YR miR - 122 =5p Ml miR - 122 - 5p“ 4> T 45" 1
2 R0 ) JIF ¥R PR 6 18 2 ( carboxylesterases 2, CES2) MM
W T APAP 5T 10 4 TN G S /A8 G SR M T
7o 200 B YA T R4 G SR AR S . IncRNA NEAT!I
Al BB 1f Y miRNA 2 5 APAP i 5 (9 JiF 41 13 i
FEt2 L TRRE M, 7E 24 8 7 M T 005 A B 95 B IneRNA
W AT VER “ ceRNA™ 2 55 55955 iff e () I 4%

3. IncRNA 5 JIH 3 i BUME I 4843 1) O & 2 IR 1R
(bile acids, BAs) 78 1 b & B, AT A 3 M 42 iF g i
(O AL RSO R 7 4 4 B B B AR S b R R Y
A BEAEF, 24 BAs Qi 25 AL R R A5 540 F R
iE DR 5 | ke IR A R 2 405, i X & s L il 1)
5T A BRI A3 it = A S IR 97 S L I
240 JIEL 1 0 2 A1 E A R B A A3 0 EE SR Bl
AN R S R LT T A5 26 Y 0 40 i 88 i A T A 40
AR/INHL A Bl T 40 A T A A TR R R SR RN R
YLLK R8T IO 0 A0 5 e A 40 iR R O 1) A1 D A

IncRNA H19 i3 8% i IE B B 40 fe—F¢ % 3
(kuffer) 40 M W, 355 S 3 9 4 b € - € 3k
¥ ¥4k A F B 2[ chemokine (C — C motif) ligand 2,
CCL -2 ] #1448 4 % 6 (interleukin 6,IL — 6) ) &
TRFNGT A S SR TR A5 A0 M M1 Y O A Ak AR
T R R W A A Y S AR R AR H19 B SR KK OF
55 W A0 ML T | 4% A B RS RN BT 2F 4 Ak % U AH
%,%%Kﬁ?ﬁﬁiﬂlﬂ%iﬂ% IncRNA MEG3 £}« %
2 5 M0 7R BURF45 453 (9 N 7, IncRNA 34 7] 38 3 41
/JMZIS S AE R TT IR B G Y 8 0 b & AR
M
4. IncRNA 55 - i 759 v 453 13 9 0% 3R < JFF a6 1f
FHHETE ( ischemia/reperfusion,I/R) 63 405 & ¥ FF R 1M 3t
A A 5 | R ) 240 ) i I i A 4 10 B 52 e 1f 45
PIASAUAT 51 2 B4 00 20 483 405, 38 1T 5 | Jk 2k 4 0 SR
N, 3 — 20 0 SR T A B A 1 A% ) RE R A R v
LI585 T IncRNA 78 BT JUF Bk ifn 44 453 45 & 9 Bl
Wil h R ¥EE EEAE M, Zhang %' HFITUE ST, B4/
% 4 (hypoxia/reoxygenation , H/R ) £ F A 40 g v
IncRNA MALATI 3k (% 7 & . MALATL (¥ 410 ] ff
H/R 00240 M6 g, 91 300 o) 2L 1 0 il AR o T Y
B, Pt H/R 5 & 09 40 M | T caspase — 3 i
JE4 78 T MALATL W] fig# i 94 5 HMGB1 - TLR4 i
P i S 1) A0 Y O T AR E ﬁnEET—HE I/R #i5, WS
T EBR Gmd419 7T R /R 5 B IE B4,
Gmd419 [ H0 [ AIL ) 23 18 miR - 455/S0X6 4 Jin
JFRE /R #1451, IncRNA 76 JiF 41 i vh m] B i 5t 5%

Wi 58 1A 5 3 I & #1855 40 G 498 A {Htﬁ']aé%{?
FH, B 7 E — 2 W1 5% 0T BE A4 J7 18], M I AR RE 75 3

PAFE IncRNA YA 7 BRIl PR 450 45 58 4 i 92 #%%
HET RS

5.IncRNA 5 FHEF R CR R TEHEFRZ
H A8 0 B 2% e 5 | JES 1) A% e R i, i DK 32 2E R B Ry
JTJE 48 5E AR BE , H BT, IncRNA 5 HBV 1l HCV AY 4
KMEWFFE AL L  HBV Fl HCV 35 22 8% e N 28 HFE ] &
S0 1 I 9 AR Ak 5 2 kR SR T 40 LR DR X
T A IR e 114 JH I e 38 B3 A G JHF 48 0 55 0 B0 e BE TR
ST EMRIERBNIMARAAEEZE L, AMRE
P, IncRNA - HEIH F1 IncRNA — HULC 7£ Z AT 48 5 iF
T Ak R g v BA LR Y Chen %Y R SE &
B, M 2RI R BB LT IncRNA MEG3 7K SF 4 i
JREXT RRZLAIC, 5 I &F 2 Ak A B 5 Bk o6 (0 5 T R %
FE MM NI, M, Zhao 5" B 5T & BL In-
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cRNA HOTTIP i i 2 30 il £, JiF 995 5 2% 18 0 J&L ( hepa-
titis B virus surface antigen, HBsAg) VO TR e PR
(hepatitis B virus e antigen, HBeAg) B 7= 1 HBV )
S, HOTTIP 3 & #03& & Ui I+ W8 & 36 I A13
(homeobox A13,HOXA13) 4l HBV i3 K 24 RNA
M RNA #9774 A K HBV By i, 11 HBV DNA %
& Wi 5 45 4 9F R CREBI mRNA {2 #E % (1 Y
VR, UE M S5 G HOTTIP (i 5 o fF , 2 ik 33k ) A
M55 HBV &, S 8528 YL, 278 IncRNA #1711
LN R RAE KAz v s B 5 Fh 4R SR AS TR A AL . (1)
PH T RAE BN K EF S A AH DG R L (2) MR e
B MO SEHU R R, XTI — RS R, R
TAEAE— P IncRNA 0] [] i 2 5 95 4% 3 42 5 4 il 6
RE () KRB — AW RE R BF 9 5 18], KA, Liu
A0 EE gy R W] IncRNA IFI6 7] 8 35 HLA& HCV 8k Y
TR B S R e |l i L 2s RS B 7 s 4L R
P e FE LR 4 D RE IR 15 HCV IR,

6. IncRNA 554 CHAH A 7P o S oG 1 JH-is 1)
FZ A A 5 B8 i PE F R (metabolic — dysfunction —
associatedfatty liver disease, MAFLD) J& i JJF I H il =
it 565 B I3 5 i AR B8 I A E A T 1 R S A 1 — 2
UL PR JUE 48 RE 1 205 W05 4 M 9 (aleoholic liver dis-
eases, ALDs) /& i K& L FE5 | W FH 5 e —F
G W RAE AR A 1 25T K L ceRNA™ L
Hl7F IncRNA J#4% MAFLD [ ALDs i F & b & 5 %
HEAE S, W98 % W] IncRNA NEATI 235 E iR, Al fig
4 miR — 146a — Sp £ 1T AE A B AR |3 o
miR - 506/GLI3 %l I 45 £F 4k 1k | 4 5 I 0 A A B AR
WY BeAN, AR T H19 M43 miR - 130a
WO b A A ) B AR Y BE W BT A2 1Ky ((peroxisome
proliferator — activated receptor y, PPARYy) {55, 12 gk
JHF 4 B Ji s A8 P H S =R 4 b AR i PPARYy 55 i i
P 995 41 G 36 R 9 3K, Zhou S5 BFSE K B,
IncRNA Gm5091 7] i i3 ¥ 453 A 5 miR - 27b/23b/24
SR A /N B RS PR LR 4E Ak, Ye Y BEIT R B,
NEAT1 A] 198 miR - 129 - 5p # i) SOCS2 1 ¥ 7 K5
P I 4 v BE A 3 A 26 RE s I

=.E =]

IncRNA 5 Z F JiF Ik 4 i P4 52 955 %% U0 AH G, [A] —
Foft B IO 5 9 M 2 055 A7 7 2 Fh IncRNA 2 5 ) IFIE &
EVE B KR AL B 2 B i B R L T £ In-
cRNA BN BE i A B HA , IncRNA 5 BT JIE 48 5iF P % 9
KAWL 2 MABRR K, R Z BRI T Bl In-
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cRNA 93 15 ] fE il 1 2 Fh o 7 AL 52 W 58 4E 19 &

A R AR TS miRNA 25 UIHH 56 1« 58 4 9 TR

P RNA” PR HLE] B RNA 455 8 (1 HEEN T

mRNA 4% B 3 7K 1 19 6 R 3R ikl i 4 2 SR AL

A6 0 42 L R ) 3R 3k A5 W E AL A, IncRNA 8] 28 JiF

JIFE & SE P95 kA | R TR Y T E AL R I S AT - o AT

B, B2 % T AN [ 43 7 L 04 BIF 5% ik iy 58 3, ST

IncRNA FEAilG Y7 (9 3 2+ WAL A 16 g Rk T IR

IncRNA FIEAE b 34 49 IncRNA | H 40 o £ 3E -+ Bl In-

cRNA J& HAR F B i 8 h5 -5 H bR 2 AR SC AT R A

RKBETE BB T F 4K IncRNA HETR T AN

B8 97 Y5 I TR L U5 BT e ML 5 vt 25

IncRNA HJ$LAR , {1 5 AR N IncRNA 1E I T 48 2

8 45 T U S A TR B 2 A R TR AH R R HE A
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