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Research progress of IncRNA TUGI in liver cancer

LIU Wei-Wei, WU Lin-Quan*
(Department of Hepatobiliary Surgery, Second Affiliated Hospital of Nanchang University, Nanchang 330006, China)

Abstract: Hepatocellular carcinoma (HCC) is a frequently observed cancer with the highest mortality in China. At
present, there is a lack of accurate early diagnosis indicators for HCC, and most patients have already progressed to
advanced stages at diagnosis, resulting in poor prognosis and a low 5-year survival rate. Therefore, the idenfication
of corresponding indicators would assist in the early diagnosis of liver cancers. Recent studies have shown that the
expression of taurine upregulated gene 1 (TUG]) is significantly upregulated in hepatocellular carcinoma and is
closely related to the development, progression and prognosis of hepatocellular carcinoma. At the same time, further
studies have found that down-regulation of TUG1 can not only reduce the invasion, metastasis and proliferation of
hepatocellular carcinoma cells, but also promote apoptosis. TUG1 is of great potential value in the early diagnosis,
efficacy evaluation and prognosis prediction for tumor patients. This article will focus on the function and
mechanism of action of TUGI as an oncogene in HCC, and its potential as a target for HCC diagnosis and
treatment.
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(K R =2y, X LS5 7R S AR T e e] e A
HHREBRAE 7. F 4, IncRNA B A IR R 5 5 i
T ThfE (B D). fERBET, IncRNA A F 5K
I XL T AN G i b R IR AR s, AT
I 5 8 B A 5 B X ey A K A R
HFHEAE, IR0 4t FURES A1 RNA R4 1
TR IR R I Rk . MR, e
AL TR Gtk bR R G i . A R
WEFRIABIRN, BT 5 IncRNA B 48 ik,
R 2 IncRNA BIEENLA AL KR B itk

HEEANBRIER (£ .

TUGI 4 IncRNA i J— 5, 2&—4 7.1 kb,
1T MMz AE gD RNA, T 2005 4E 35 IR1E N
5 MRS U5 28 SR S R 8 ) S IR gl R
b8 5 TR B, TUGL AMURHEM A KK & ok
WP OCRR R R, BEAE 2 R 1) R AR R RIS AR R R
FEEIEER. KEHIES PRV, TUGL fEAF 1
LR RIEF AR —FE, I HRERERBA—
PEo fldn, Li 2 POmF7cRM, TUGH 76 %5 B 4h
MR Rk, Hooy WG, RSB, AR
T EIE I G Caspase-3 Al Caspase-9 {2 iR T:, If
) BCL-2 A+ SROPTIH TR, T2 35 b8 40 i
T, ME R R AR A K. IR, Guo % B
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SNHG1 EYAPLZ [8] ) TF S AR 15 18 15 MR bR 240 s ) AR KA ik i [10]
kenglotl PEHERRITHERL, s 2 Bk e R A AL ik i [11]
DMDRMR S5 R AR A 5 M) 1 4 e 1) LS Fik A [5]
Gas5 T miR2 14 5115 S U T HIVIET & M TAN R Th R Fiks B [12]
PIncRNA-1 PIncRNA-1J3 &) 7 [ H 4k 38 1 miR - 136-5p/Smad 3 $li e 15 I e e 13k g ik i [13]
E2F4 550 g TS A G ik i [14]
MAAT S5NRNZE% R %5Y) =ik LR [15]
MALAT 500 PR3 P 1 P9 e B A - (8] 70 5 R AL (EMT) I R A2 4 56 Rik L [16]
LINC00324 JE 3 I A miR - 10b-5pp 1 2L A it FIET M [17]
LINC00998 IS CBX3 5 [ c-Met/ Akt/m TOR i i) ST e I 93 3 74 FIE TR [2]
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WA B TUGT 7£ 3k /)N 41 i B4 Jifi & (NSCLC) H R iA
A%, JF H-SIEARA0TT 259 0T 25 Ve AE 5%, T HL
TUGI IS #{iE 2 5 7 NSCLC A K. .,
VAT RS, I EOE P53 FER R IENEAE . B
L T 5T 44T 9 R A /N 4T i B i v R IA R 2
4b, TUGH 7E R4 g vh 3 S I B Rk, Jokt
ERFRE . BREZ M EMR ., 585G
ANREHM . #l40, Zhang 25 " 58 i 40 i Th B 5256
A SR EG R I, TUGT {2 3 M 1) 38 8 AT
% 5 He % P23l b #f BRS0R S50 E B, TUGL A+ &
miR-142-3p @ i I ) 2 (K] ZEB1 g i3 - 44 o e
(3G R A 1 i v B SR R B4k . ANk, TUGT 1)
FIkIE S AIT 25T 245 PR RROT AN BURTE R B )
Bk, HRIAE M B RIE 5 mrhExt Py R 40 i i 45
BiRLEIA oS X e L€ B, TUGL KEEN—4
Jeg: J2 DAL AE R v IR O, it B T R i kA
R 22 B 2 56 F TUGT B 78 AR WHR N,
IMATEAR B AR R AE KR B R kA R R R
TR AR TSGR ] (3R 2), H T KER > SE
56 45 SR 1) R DI 2 S ST E AR AT i S 56 5N R AR Y
S, /N B N AR 22 8] ) A B A B RS AL R IR
SEARAHFERT, BTCA, PR AR IS 75 23— B 56
WE. BRIk, B CRRME 2 MSLI6 45 Rk 2
SR T TUGH MRFE M 2.
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AR UR CHAE RE RV E AR T A 4

1.1 TUGIA] g5 M iEBL AR 25 1) /B 5%
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BHE R . K2 H0IE B A ZUE KGR 2 B Al 0
AP R E RS B, 1T R 2E 2 U] R 7 AR N 7S 4
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4], Lin 2 “SEH] TUGL 1B 2 Z T HIR P
I 200 6 92 P PR e L R . A SR TRRF 7 R, TUGL
A] DL 3E# ik miR-455-3p/AMPK2 %l i 75 % i g 2
(HK2) 13 1, AT R 0 20 i A K 5% 7% R 12
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RIS AL R
2 LncRNA TUG1 545K #I < R E

BEEYIRR  —LWt R, FRIiE &2l fé
AR 33k I 2 M8 ) % F8 . Zhang 28 Y 5 3 /)N RS589
UEBI TUGH (1) 3k 3238 45 5 35 8 n A 105 H ol = 155 AR
i i (ATGL)~ 3 %80 1k 470 i A 384 58 90 B35 2 1 «
(PPAR«) 3o 480 A 420 il 184 58 400 Y8 2 A oy i A
T 1-a (PGC-lo). fRMEIPEH 1 (UCP-1). MRH IR
1 B (AMPK) M EE A 316 (ACC) 1%
P8 Ak 7K~ SR S MR I T AR . BRSR 1T 2 IncRNA &)
B E B 55 iR 2 R T oy iR R S ARG,
s&, KT TUGH 5 Mg & B 5 AR 5 AR AR D% (e
FOEA XS = o [FIIE, 7R R 0 A K FE
= REFYR AU A BTN, (5 =35 Z [WA74E
BRI A G 2R DLSAH T IR 1) B AR AR FE AL 75 33
— B
1.2 TUGISfHFEREEMEX

R ) AE 4R 2R B, IncRNA 5 95 75 1) Ji
e PIAH o< ¥R 7E B A S AT 7R B, IncRNA
HOTTIP &% b ] G 515 00 2 B g LR 1 T
AR R M, BRI, TUGL 5H A
MBRBAEBYIRR, midk—Po iR, £
RIEFH, TUGL 155 RIEE LTI E5%
MEZE R IEAHOC, TUGH AT B2 380 H 48 () 2608 XU,
M5 & HCC 1 kA2 IR, TUGT [ 3Rk ik
BT BERZ MM LA PR I F IR Liu 25 ¥ i@ ki
JiE 22 B (LPS) v 55 2 /N B N 75 K AORE e B2 R B,
TUGI 7£ LPS ¥ W4 2 B, FFH TR

TUGI e LPS 5 5 16/ BRUFFIE 280 SR o R
PRI, TUGL A 75 KRB G 98 (0 XK, i mT
BE 2 180 i AL A0 98 1) BB T LR

1.3 TUGIR g 5T ZaeImi 25t #E %

FF 9 A7 — R BBk B — e 24, BP S-
FURMELE (5-FU). JIii4A (DDP). Bif% & (ADM). £
B R (MMC) FE M 28K (VP16) H I 7 Foh 51 2
PO o AR, BRI 20 1) Ao 300 JF o £ o 0 %o
WIT A KB, I B B 2 ™ & (R E
F, FTCh, R RIE T R 403 2 R EUAMRFFE R )
B4 LAAH L IR LT T o

MER R 25N NRER T A RS, e
1t my DA Jo A T e 3 1T AR TR R IA KR, 1
BN S ME S @B R TR, DLASAE R
F A A AE PR, 3k 36 B0 1) 25 M e i H i B
ARV 22 S R FALT RER BB IGVE R, W
HER?2 5 %14 (1 7L B8 5 FH il 2 2k s piva 7 0k
BE, (B, FRK—H5 sl AT 259 of
ANREIR BIFRAR AR . X R A B AT 2 )
(R RBUR I 24 0F e I8 (10 25 A R P52 LA B f o A 1 ST
PERR BEAT 56 B, AR R A SR L, TUGH (113
IK SR 5 22 Tl PR (A7 TR 24 14 4 LA 2% ¢ Zhang
2 PR B, TUGH 383 % Nrf2 {ie 35 f 5 i 5 41
PR 1 iR 25 5 Wei 25 BYSESE, B TUGL &A1
o BOE MAPK 38 % 52 T B 3500 5 A ) U
fEE MR, TUGH FIEKFF- 5 BE 0 AR T 8
JEE U, ZE B R, TUG ik i 3 %t 5-FU
U A ™ s TUGL ] LU miR-197-3p/TYMS
A S 45 E et 5-FU m 254k & DL EWF R
KW, TUGH 7281 fhe vh 1) 20K 578 7T Be = PR AIK
PRIT 25U, T R R R TS

2 TUGIFERNEFRIERHLE

H i 5 T TUGI ££ HCC ' {I4E FI L2 H A
73 : TUGI % 2838 i 5% 4+ £ N U5 RNA (competing
endogenous RNA, ceRNA) K EAER] 5 [FIN, TUGI
] DL I H R AR AR I 32 HCC [ R A A K R
J341, TUGH 3& 7] DA B R 45 G A0 L) B K FE A B
(Fizhie (B 3). BT TUGL KR SR 5 3
Ha, Ko asRie2I1FEHAES TR ERERN,
M 20T IR JZ IR FL AL 2 A XS B Z 1, 37
Bt — 0 ERER.
2.1 TUGI{EHceRNAFIEHCC

ceRNA HL#il j& 7E TUGT A #-3 # 2 i 4E - AL
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TUGLE T FIEASHE . 354 M 45 S miRNAF B 445 & 5 1 i RIEME A .
[E3 LncRNA TUG189{EB#LEIE

#illo LncRNA. i & [A F1 34 Rk RNA (circular RNA,
circRNA) # AT AfE R ceRNA FE i 5% )5 () i 4% 17,
BRAEATAT UM B3 4+ 5 4 IR 1) miRNA i 455 .
X6 ceRNA 5 Z A miRNA X N 7t (MRE), i
B ATRE B [ 2 miRNAPY, ceRNA (14 20t AL
BT MRE A7, JEHT MRE [F4& . miRNA/
ceRNA 20 M1 /K T miRNA/ceRNA ]3IV ZH Jfd 5E 7.
DL K& MRE 5 miRNA 2 [AIffIS5EF1 SR/ 7E ceRNA
BL#lH, TUGT 7] L5 miRNA 324 P45 &, Ml
S0 miIRNA [ 5804 DL K F R R ek, 2k im
%) HCC Rk B+,

KEFFIEY, TUGL 7] {F & ceRNA i 1% %%
Pk, BN, Jia 2 BY @ 5 REER A D& -
N TUGL 2 J5 & B, TUGI i i 4 1] 45 & miR-
29b-1-5p Jak 2 5 i Gk 1 75 3 73 5 Metadherin 25
(MTDH) /3 K AEH1% . Dai 25 ™ K3, TUGI A
PL7E 24 ceRNA, {FHN miR-216b-5p [Fig4pik, a8

DLX2 (Distal-less homeobox 2) [ % ik, M 1 {2 it
HCC 40 f3EfE . He & “ iE W] T TUGL /+ T
miR-142-3p i it 4 () ZEB1 fig 3 FF 40 A 98 11
R B A e L. Ly 2 CY LR H TUGL 5
miR-144 # B {F F B0 40 i 9 H 1¥) JAK2/STAT3
WA, IR sE . e AR & A Y, Su &
RI, TUGI ik 78 40 g g vh 38 ) miR-132, 1
N ceRNA 3K i ¥7 Hedgehog i 1% . X L8 78 K B,
TUG1 7] LAMEA ceRNA 564+ PE 254 miRNA 3% T
e mRNA, AT 500 400 e 1 R AR RUR T
2.2 TUGLEREMNEIGAEER

CL41 RNA &k 100 fh. 72 ERAED T,
5" iy R F-45 74 LA JZ 3" (1) ploy A B 7E % s i 4% o
EH T BEMAEM, 1 mRNA [P 5 6 )
F T 4k #F mRNA (1528 % . mRNA £ 5 W1 A
&1L 35 N6- IR 1R 1 364k (m°A). NI1- R R H
4k (m'A). 5- HEE e (m'C) H LS. Bl
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FOALLE TS5 m'A WiFLH, WL
g2 AL RS . — B35 m°A B I
W aElR— RV, SRR SRR
WG K B IR 45 .
Y14 IncRNA i it DNA H AL (DNMT)
Z 5B R Y, milE m°A FEF T
Bon, mA BT BE R4 A A A9 ECT A mRNA A
JEZRAD RNA, J£7E mRNA [ b3 1T 3'-
JERIEIX (UTR) TR R B % . e L,
mRNA ZAESifS RNA ) m°A Bfi7E )L FArE =
T IEH A FE P R E) T S BAE ] - Gao 25 )
I FH Sk 1 o A R 2L Pl ) 12 o o S Y ) B A
AR T e d DNA H 40 145 1) IncRNA R 3L,
DMDRMR 5 IGF2BP3 L m°A & 8 11 75 =X ¥ [5] i
TTRIEELR, AR MR B A Al (ccRCC) TS -
Chen %5 " @i B PEAZ IR T RS9 KB, TUGL 5
EZH2 fl o- WLZhE [ A EAE R, UFSE T EZH2
30 o- WBh& [ LT BEA T TUGL, M
R 1A B i A~ i ULAE B B 2 F- ILsh & E 3R
Ao Li & @t Mg TUGT ik 5 197N BRAE I,
TUGI #] PAjiE ik EZH2 3K 30 [ H3K27 H 5 4k 1 5
Hesl IE, FERZMJRE R0 . BN
(I F 95 45 S % B K & 11 IncRNA 77 76 B 54 A8 1
BT V12 IncRNA A B A polyA B EJF HIIE{E
B2 K RNA-seq CZE i 4% 77 21 polyA ik
BRI, S 3 IncRNA HUIEAL AL S A REBE A
RCEER, R, I 0S50 H0E B o] e A7 R R R Tl
DA B (AN HERR 1 1 5 B S B 48 R T SEEAN A S
2.3 TUGIFJLA E#EEEBARAEER
LncRNA [k 7 0l LUE i PR 4h, &
—HR 4y AT LB B A A R AR R EEA “Y. Long
2 SV WA W PR A9 B 93 R 2 1) i Hh TUG 3%
I, I Bl B PCR S . A ERICH
FRZAFIR N RIS SLIGUE Y] TUGT af LL&S &8 25 e v
TG At 45 4 %5 11 (ChREBP), 0 8 % %5 B 01 2 4.
TUGL AT DIME N — R F HES S EE, N
S e (1 R 8 - TUGT BT 5 2 i & 1 2 (PRC2)
256 K HL 55 B Kruppel FEK 7 2 (KLF2) 5301
X 38, AT AE R W8 A% & B i) HCC 48 A 1
KLF2 ¥ 3%. TUGI & w] LL{E N B iR 25 11 (AFP) 1
WAEF L @ 5K AFP ARG R B, TUGH
5 AFP RIS R IEAHK, JFHE AEERZ, TUGL
F1 AFP #(5 HCC (TG B IEAMSE, X ANEEIRIT
AT — A7

3 TUGIEIRKEHWRARISE5RE

TUGI £ HCC = [t 7t B R e 14 73 1
FYRITERAE T —RE T RE, (22, #ER{ER TUGL
& REE IR BVE YT ORI T B — P RAIE .

3.1 TUGIEIEK LRI R ARTS

B 7 THOR AW D, Bkl 2 2 4
T 2w B2 W RATT o XA BT 25 7K
R BRI R AE R R, [R5 (YR T
LT —FE T &

3.1.1 TUGLHAERBAE L Bibric )

16 O R0 I 0 58, Ik 250 o o e b R
TUGH A # s T IEH HZR, b 35 s | e |
' P AN g i PRRE DA B R 40 11V A 3 e
X HLE W TUGL A 5N HCC 2 W bnic 2 (1 7 11
TERF 4 s . TUGT iR 580 55 1 210 B Tt .
[FRF, 2018 FERIRE 7 R, @i xt HCC &3 i i
Hf) TUGT #E4T % & PCR kI H 7 138 vh i %k
WA RS, ERF NI, TUGL 4 1F 8 HCC
WML RE .

3.1.2 TUGI A {ENHCCHI TG br E

Rt SR EM IR T M E BRI, tei
M ff R T () SRR R 2 . FEFE R, B T R R
FE F ARG )T BOR L TG B R R ), RO AT
AR E BRI AT, Mgt W
B4, Xl ST SN S ERE. A%
B, CRILE IncRNA A V1 2 ZE K CLiE S2/E HCC
ErRhRERCEBENER . plu, oFEm
MITAL & JiT Ji 5 8% 1) 4 Bk 55 77 VY, HOTAIR A
A 123 HCC i 41 b 44 43 4k 1) 38 Th B 7). Zhang
2 PRI T Lnc34a 16 AT B % % (BM) H 14 i
P REETER, HM\A T — RS E BM
W TGF-B (55 @B FALE], NIFE BM FIVEEIG
T HRBESRAL TAEHE . A2 () IncRNA ML K 41 gl
K, B IR H L GARK [ R — 2% B i R
ML A e R 22 4R 7R T IncRNA 1] LA A fite
AR IRR B BRIV RE .

KB SCHiR3E 1T Mate 23 By A0 S B D7 & BH
TUG1 Kkt o5 2 F s i WG #0F B R R
Refai %5 "3 14 % TUGT k4745 2 7 1) HCC &%
(I PR B AL 3R AT % EE AN TS Bl U KB, TUGT 3R
KRN TNM 43 8. B KI5 A 5. e
52, TUGL [Rikik s, s iR sso, e
RAE R HTRAE T e MESLER K, TNM 23 H st kg,



£

KYEAE, %: LncRNA TUGLE [ i iR 5 ik e 1149

I B A A Th g SEIG A B S2 I E ] TUGL 25
T HCC (i kA RER R . S E TR,
K&K T TUGI Bt 78 19 £ #5 & W], TUGI 7£ HCC
W3 B 3R A 5 LTS AN R B DA E
3.2 TUGLEFWIRITHIH S

BEIRKET TUGIH R IEAE AT 583, TUGIL
% F BA T 22 b e 00 5 AR R R R R R AR
B2, BUFIW SRR TRV 21— 3R 1 b
o B, BIRET TUGH EH g i3t e i bl iF
TEA W R A8, H KB 5 1 2 AE N ceRNA AL 4
i PO A ) 1 ML A R AR B R B
HIEEA W) 2 BT, 5 A B4 LG 7
—BHE T, HIR, BN BRBY BB 23 SE U6 H T 72 5%
GO AN AN SN SLES B JE T, TR I R R
FULARRT A, ik, [RIFE R Sese g5 B2 idE H T
IGARIEE % 7. B, 1EZRA TUGL 1R Z IR
HH R HOEER IR AL, DRI g B P
Je UL bRy, AT RESAETEIRIZ R .
33 TUGIiZRHIREE

AN E P AR R 1 (R R AN R AR F], BB,
SRS A . RAEK TUGT FRIE 5 A
R0 AR U B b &5 A SR FH TR iz i, 2
HeAT CARRAR BRI i2 R ? il B RS
BT B, CT. MRIZ 524 F B, LA H
G EE 1 (AFP) F1H G B 1 557 o0 s S8 A 56 i b A 2 )
TR BT Bnfe & TUGT Rk 5L B
Witk AEE R R, B WE K R At —
U0 SR IGAE, 54 TUGH 4R850 10 IR 55 T I AR
AN, A FAT LA R _FAE SRR iR Y TUGH B
£ HCC BHMTE, A2 58 0 I 136 7 e 4t
— T T %

4 5P

JFF e A P 2 iy 22 A (P T AL TE R, BT RAR
m, HIREE. ERGL. BUEAE G, I A R A
J¥s T 53R IE R IncRNA B R L, HoA
43 IncRNA T8 A AT LUVE S Jiogd 1 7 78 A i 4
T RIAS W R TG A o 38 2 e SRR E i R
M, TERHE AR E AR TUGL 33 2 mRik,
H TUGI Wj@mRiE S8R TE A REVIFER, T
W TUGL 2 )&, MEaMpiesg. %, e
TRE, FTIRE SR, WX W FE HCC i, TUGI
AI AR i J DR R 4% g 1 ke AE FR S . TUGL A3
VBRI R HZ W 7 R0 52 DL TG Al T e

(ERE, IR 5 R T IR (R T AN TS T REATS A2
—A bk, HETSST TUGH MW Ko ik 15
FEEN A SN RE NI A, Xt 70 18] AR AR AR Y 7 A7
SRFIZ LD, i HLAE R Z 8 TUGH (#E 7T 4 /&
FETARIN A R GEREAT I, VF 2 KBk = A4 N BF
FAUEHE -

(& £ X #
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