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Abstract

Long non-coding RNA (IncRNA) is RNA with a length greater than 200 bp and no protein-coding
function. Studies have found that IncRNA plays an important regulatory role in transcriptional, epi-
genetic and post-transcriptional levels, and regulates the pathological and physiological processes of
the body. Some IncRNAs are abnormally expressed in cervical cancer tissues and play an impor-
tant role in the development of cervical cancer. IncRNA TUG1 has also been found to be involved in
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the occurrence and development of a variety of malignant tumors. This paper reviews the me-
chanism of action, treatment and prognosis of IncRNA TUG1 in the occurrence and development of
cervical cancer.
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1. 5|

B, WARTEIUE, MRS AR —, AR R E RN, TEE
PR AE A R [1], A2 BRI e S DU W e, A AT 60 JI IS N, R 30 JIIAETS,
FRSEPE N PRI 9 55 (HPV) I & 5 3008 1 2 B DRI [2] o 8 39008 R R 2B — AN 7 ik i 2, S
WIZEB N B #5_E 2 98 A% (cervical intraepithelial neoplasia, CIN), £ CIN1. CIN2. CIN3. FHIiRidEL
AN B AR R BURIERE[3] . BFFER I, INCRNA & — 288 B (g s i 87, fE4iimie . a0
o Je e, BRI BTHE. RMEME T Bk S E B A Y R R R E I [4]. B,
JERSR R 22 [T INCRNA 43T~ HL I A0 428 WX 48 AT 5 3R B, IncRNA 5 B8 2 26 #H 5% [5]

K445 RNA (long non-coding RNA, INcRNA)E B 200 £ MR IS itk 54, 5D
Jr e K P (R TT TR B A T AN B B A B A RE 70, AT UL B[40 KB A (8] RNA (large intergenic non-
coding RNA, lincRNA)]. ZEt[IFRIR RNA (circular RNA, circRNA)]. DhRE[4n3% 4+ 1 57 RNA (com-
petitive endogenous RNA, ceRNA)FIHE 575 [a) (W L RNA)EEAT 732561, W7 KK aEIEgmES RNA
(long non-coding RNA, InNcCRNA)TE & 3 (1) & A K 2 UG, WK BEAE4mS RNA (IncRNA) 2% 41 g Jg A2
S50 1 (PVTL)FE ST miR-424 fhAE 35 41 Y JE 1% RNA (CeRNA) /T4 I LR 3 = #5098 13 g
[7], IncRNA NEAT1 @it 4tk miR-9-5p {2t & 25 41 A i) 4= K< [8], IncRNA SNHG12 it i 5
mMiR-125b/STAT3 Hlifig it & 2y (17 FE[9], IncRNA SLC16 A1-AS1 JHid # [i] miR-15a-5p 4% 1 & 20 2
it 384 5 A2 28 [10]

A L REEA 1 (taurine upregulated gene 1, TUG1, XK T1-227H, Linc00080 £ NCRNA00080)
e KAEEESD RNAs [—Ff, 24T chr22912.2 (1 7.1 kb 3K, BPUANNEFAR, EheERT/NRA
WSS, 2 —FhBte, ZBRERL RNA, HAKN 6.7 THZE(bp) RNA 751, H KT 82
ANRIERA G ASAT AT S HE[11] o M FUE R, TUGL 75 2 MR vh s K08, 5 R R 4
KIBEYIMIE, 40 IncRNA TUGL ik WNT/catenin i&42 {23t 5 51 57 J& 41 B i B AR A2 28 12], IncRNA
TUGL @it 7824 miR-26a (1] ceRNA {2 it 1 71 e 192k F2[13], IncRNA TUGL i idf 3 Mgt A% % 12K p57
SR B 4G 5[ 14], i) IncRNA TUGL 8 ¥ 47 4% 4% miR-153 H1iil- - PR 87 241 it (1) 154 5 A 4 42 28
[15], IncRNA TUGL i 38 #0i| miR-29c¢ {ididk 5 bt Jm A0 M 1) 38 58 . 1T A= 28[16], IncRNA TUG1
I miR-524-5p i 4RAL KA T DLX FRIAAE N 56 41 A RNA, AT 1755 141 J1a SR 248 P i 1) % e [17],
PLEIERR T TUGL 25 Z MoiE R AR R o« 287K N [181WF 5T K L, B 20 £ LI IncRNA TUG1 /K-
MiE, BEICRMRE R, REERREBAP < 0.05). EH[19Z5 AR LD, =3B EH R
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21 IncRNA TUGL Fix K& TR 52 4027 IncRNA TUGL Fik/KF5 FIGO 4 Mk & #:42 IE
AH9%; INcRNA TUGL R IA & 5 2 3 OS B2 WM Tl R 2 . ASCHE INcRNA TUGL 15 5 8 K
AL RJEFRIERAUE . 3BT & TUE B TR .

2. KHEIESRTS RNA TUGL (RIHE TR L £ X RN E
2.1. IncRNA TUGL EETEARPHESR I EHETELRE

Hui [2012 AWFAC R 3L, FIH RNA T3 AR UTER Hela 40 7h TUGL &3k, it 5tz =2 & PCR
(RT-QPCR)#:1ll Hela 40 Mg tH TUGL FIVTERZR : MTT 35K VT ER TUGL X Hela 41 i B4 5 g2, ik
HPAAG I TUGL XF Hela 4HJLJH T IS0, Transwell 1228 SZI6 K I 20 f A= 22 B8 /1 (038 4k 8 IR 2 3
T4 R Hela | TUGL 3L, BFFE TUGL X B S IG5 . T R28I520, KINUTER TUGL 1)
FikJa, BEHEANN Hela F38 5852 2087 S406], 008 ToRe W RE 58, 28 TUGL 174 =388 1T LA
Rk B e IR 3G s IR AN R ILVTER Hela 40 TUGH 3k, S840 Hela (11228687 B 2 5%
Bk, HEBER T TUGL 55 S0 A% 25 V) A %

Hu 2520 AFIFHAF BB S SR AR R, 83 RNA T30 S R R SR (R ThREZE) 7T 1 TUGL
MAEY DR, RILTUGL @it i Bel-2 fiFkik, il caspase-3 MITEAL, (RREZm Mg GE, J5/b 40y
T2, MRS S PR e ER ;s i TUGL N Ml s HuEai i EK, FSammET; ik,
AT TARSMASS, DAVPAY TUGL BIFE LSRR & EMT (bR M 78 4 s m, fd T EMT (&
FE IR 70 G 4) A DG hR e R4 A BB E MMM E AN s), 7EF Y Caski Aifl)G, X2
— TNV B R M B S A R, A SITUGL 556 RAHPRAR LL , S EIZEIIE SE siTUGL 4[4 CaSki
S 18] 70 S0 A A AT 4 B R R B 1 1 B 1 SRR W AR, T 4 M A AR I RR R R, A P A
B R RS, B nr DUHERT TUGL 3@t i e 35U b 2 18] 78 5 i 45 (EMIT) 1T 4 34k 4 it 3.2 7% A1
1222, [, 2580 TUGL 1E A E 5w it B S 5L .

2.2. TUGL #1 PUM2 WHEE{ERREETERL R

Duan Z£[22] A A 64 151 5 35 £ 5 o F AR RS 5 200 2 URIATIT 1E & SR IORE AR, 0SB SR 3
HHEE, IS TNM 2 AR e & S0 58 -G ik I Y. (QRT-PCR) I E B #2143 TUGL M F &
TARE R IEF AL, Y OETUGL ml 3 Bl s S 4 il TUGL 7K1, I B2 3RIA ) TUGL il S St 11
WARIIBE: A TR TUGL V¥ B 3000 40 fuyd I FIE B e i /7oL, R8T TUGL RSB
PUM2, Pumilio (PUM) /& —FiiZ I IZIR 45 A 2 F1(RBPs), "Bl 5#E mRNA [ 3-3E#I1%E X (3-UTR)
ShG PRI HL A 2 R R IA[23] .PUM 5 Nanos JE ECE &4, Nanos i it 1557 3-UTR H1[“ UGUAXAUA”
Pumilio #75 7T0/F(PRE) 5# mRNA 454, /5% mRNA F&fi#[24]. PUM2 78 & S A A s £k, 28
HEH L, TUGL Fl PUM2 [3IA/KF 2 IEM IS, 7 Hela Al SIHA i b #% 4 OETUGL J5, PUM2 I
FE AN mRNA KFE) B, Bk, PUM2 78 TUGL &S S e H A EE/EH,: RNA Tk
HIESE T TUGL A1 PUM2 Z [HIAH EAE A, TUGL 7E 5 i ak Bil, i8S PUM2 A E/E T nE =
FUERRERE, T PUM2 FIVTERIS S 7 TUGL S8 #0 40 M3 /1 iR 34 I [22] .

2.3. TUGL j&35F MIR-138-5p-SIRT1-Wnt/g-catenin {5 2@ BB = HiEiHRE

i, VW EY, IncRNA T HEFE 24 ceRNA BE “/3 TRE4E” KU HT miRNA [25]. Zhu [26]%5 A
AT HE TUGL 78 5 2 o2 5 XL LHI, 158 7E 284 14 starbase2.0 SR T miRNA #0475 AEY1E
B3R MIR-1385p 5 TUGL HAA & M A 00 s MR RBE TR, TUGL 7] B #2455 MIR-1385p;
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TRSZI R, £E TUGL FHiBkAH miR-138-5p Ak hn; & FL MIR-138-5p 7& & Fifis 44 b (%
KRS TUGL MR R R HCR; WL R EH TUGL 7 LAE miR-138-5p 45, Fik TUGL ALLE
$:5 miR-138-5p #H ELAEFH LAMHIIL T EE; thabh, KR T %4 Hela F1 CaSki 41/ 1) shTUGL H* SIRT1 K
ik, Z5REY TUGL #1424k SIRTL £ mRNA FIE E FUKF Lk ; ¥ miR-138-5p B4k
Ye3 Wt-TUG1 8¢ Mut-TUGL iR iE4M d, KI Wt-TUGL id ik Eifl 7 SIRT1 #Ki%, 1 miR-138-5p
AT A RR TUGL it KB H -2 SIRTL B, Bk, TUGL Xt SIRTL 15 7 2 miR-138-5p [i& 1
T FEIE B TUGL I8 V4R T B " B #2245 & miR-138-5p F:41#i| miR-138-5p [I3KIA, M5 5 #i% miR-138-5p
SREEDN 2 CBEACEF(SIRTL) AT Wnt/catenin {5 ‘Sl B, (2 B30I KA KE. 2 TUGL gl , 5
B p-EEINE M4 S B D1 RIAAKCE R, B AR A AR IA . Rk, TUGL AJ
Aeifid miR-138-5p-SIRT1-Wnt/B-catenin {5 5 i@ I A2 3F 5 50 I R A K IE

2.4. TUGL @i sz 7530 (2 ik in B R

AN IR RS TERL B B o, 1B “RRIRE T (45 16 0] DATE 4 B AR VIE IR, 7R R AR
RIEEFER, SMMARE R INCRNA BBWS OB IR A SE, A SR an MG, SR A2, ek
A RR[27]. AR S Z N E A . JEFM RNA, AR e T IR, FRR. PR MER . K.
FH I8 7 W P S R [28] o T8 B S0 YT R R 7 il A 3 2 5 HY 2548 AMRSE ) miRNA, HPV16 &4
J&, 451 miRNA 23 Eifl, 551 miRNA 23 FH[29]. AR, HAAKR 71 nlflEE St
AR5 B miR-663b [ M A, 4% 28 (1 SE 4 L 5 AT 2 & ik H B E 1 L s B A M R 3 3K
ik, WOE EMT (55388, M2k 5 30t 40 i 1045 #5301 AMi A /MR BB E 2 (THBS2) rdEd
Wnt/g-catenin {55 5 38 B 5200 B 5508 SiHa 4 EMT JeBibE. 12 BALTRSAE /I[31]. BATAHCHT 7T HE i 4b
AR MIRNA 7E HPV A5 1 2 RE FHE 250 Hh S 2S00 VE I [32] 0 R T A1l 4 /2 4 i [7] 388 PR e i 2
VIAT NI REEN T, Lei [331%5 NRE— DR FUESE T TUGL 76 7 S 4 A MR Hh A7TE, 7R T E 3
Jee 4 ] DU I AN AACKE TUGL 3853524k HUVECs (N ik & A Bz 40 ffa) o, IiESE Hela-Exo A1
CaSki-Exo ALty HUVECs W{k, AME TUGL @i caspase-3 i M Al 52 E T2 AH 5% & (A i T ik
HUVECs [F858; = 0 40 H i ik #h i iAok TUGL %88 3152 1k HUVECs, Mififeidt M4k, ~E 3
(RS WAL T —/MEA ATIR I R

3. TUGL X EFiE AT A HNHRER
3.1 ERIX TUGL BIELHE MAPK BEERIET S FikE A mizt & o IR sHR 2514

Wei [34]%5 N3 e B St I8 4 B % S S (QRT-PCR)IN & - R LI LA 1 (TUG 1)7E 5 i 44 M
Y F P HIEIE . SR Kaplan-Meier J59520 81 7 TUGL ik 5 & 28 5238 WU AOAR G . 20 Wil it 40 i
THEGAGT £-8 (CCK-8). £RTETZ A TUNEL MIEVETEAL T TUGL X IREH(DDP) 1 5 ) 5 S5 i 41 i 3 5 22
AAT AT . TUGL [ $EJEDR R I 7R 28 A= P15 BT . TUGL mifI% 5 I s #E [R] ) 3R IE 7K o
W5, 4% 7 DDP 5 510 B S 40 M (0 BB R MH T, FFmii% 7 8RR . @i shRNA TUGL #53,
T I AL A EDE A MAPK @42 9 Bel-2. Bax FIARXS &R (1) 8 1381k . QRT-PCR 45 /R TUGL £ 5
HE AP R, FEE{E R DDP 25t 4144 (P < 0.05). [AIFE, TUGL £ & HiE4N i & bt
FIERIE, TUGL RIAK SR S 308 B4 TG 522 (P < 0.05). TUGL R 15 R, Hhnidk
DDP 55 (15 S A A i 12 J I B (S BT, REXT #07iik th TUGL I#EEEE . RFXT7 1 mRNA
AR AFUK PR TUGL Rl . Mk REXT7 AT #2000 200 A 1Y) 309 B 3R RIEE TR TR R RE 10 TEH 3
JE4ifii b i%- 5 DDP J5, p38 A1 INK BRI /KF-TH s, 1 ERK1/2 FikPEfK(P < 0.05). i /FiEsk TUGL
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EEHRALN T EERIE, H5H DDP 2515 VA2 (P < 0.05). TUGL miffi A LAFNH| H4 FE s R, (Hil
TS MAPK 3842 03 & 20 40 S 9 17 (P < 0.05).

3.2. 3LBR INCRNA TUG1 ] A58 = Fi e pd i st i ekt

BT, SRR IncRNA 1T LI ik 22 AL 8 42 25 25008 40 i 1 07 B8UsédE, i IncRNA ZFASL
LR ) miR-193a-3p 4% B i 40 Siha B BUBE[35], IncRNA GASS i 115 miR-106b/IER3
G YT 29 2 e S AU P [36], INCRNA SNHG 12 3 i miR-148a/CDK L 342 T - &5 20 14 JEUH i

JRTE[37].
INCRNA TUGL CUBEIE IR IE L 2 AN 52 22 Pt 2 () F3C U : HMGBL #il miR-139-5p. TUGL
A HMGBL 7EBS b Y vh RA s, HAERYT et — P s TUGL Bk mld ik 0 4H 3 5 . (i gk

ST L 3 U T G iR PO U [38] o TERT A B A, Xiu AR T TUGL Lif, miR-139-5p Fiff, LA
SR UEEE A SMCAL B TUGL T i@ B R U4 A SMCAL (R 1Y 58 1 RUH BUPE[39] . Ix it
WHFCUERR 7 TUGL TEAR ST M B i B, DL SR NSRS B 7 T4 s 0038 70 53 A Wt 9 ik 4 24 ol
WRERS AL mIRNAS [R5 7K [40] [41], HBRRiER 22 BB FEUESE 241> miRNAs 7] DL 5 it 83 48 i ) o7
BURME[42]. Liu [43]5E Nl qRT-PCR A&l 3 = Sk 4 XB1702 F1IE & ¥ 5 PY BEAT A 41 g (ESCs)
TUGL F1 miR-145 [{)3ik, BFFTIEN] TUGL [MEREH & By, 1B HUE 40 XB1702 (1) MIR-145 {1k
2 F0A B R VB TUGL B B4 T XB1702 4N HIAA 2, ek T4 T, 3458 7 % XB1702
YA AR SRR s H] miR-145 FE T TUGL XM 4G iyt ERIE A, sk TR TR, 1EeR T
XB1702 4 i (1) UK

4. INESERE

DAL EBFFESE T IncRNA TUGL 5 83t AR R R B VIAHDE,  RTRER: TR T B 300 10U T 5
A N E SRR R IT IR E S . B B ROR IR RN TN W A S 562, IncRNA 71 B 3
S R VR AL i Ao i — D, TEARSR B S S a7 i R PE B E L, TR R sk 2 1)
R S P 24 Ak 4 R 20 B AR R BOTE B — B B R A RS e IR, BRE URT SR IRIT TS, B
LIEFNEITIE . B, Rk kSR AR T INCRNA TUGL 78 & 2 (A S AF FINLED, $R 5 s S0
BRI RS SR TRA 14 TR
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