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WE K4 dE%ARNA(long non-coding RNAs, IncRNAs)#Z K& K F200/MZ HEL . 2 &
B R %G EE ) F9RNA. K 4% IF 4 AHRNA S A% B2 _E 3 2K B 1 (taurine upregulation gene 1, TUG1)Z—
b 5 JEEAR X 69 IncRNA. FHIIAA, TUGL BB 09 K & R & HBH BB eI A . BFRAN,
TUGI T8 i$ 48 R XL B RNALE A& &, (Lt de N B Rk, #ra PG dn g A AROA R R S 254014 A RE
RNA(ceRNA)F = FE ) L £ . K. TUGIH Z&RA K& IRES B A TS 09 £ Ar S M Ro6
T FeAT. L TARTUGIEA R I R A LR 094 AR 50 A — 4Rk
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Research Progress on Long Non-Coding RNA TUG1 in Human Cancers

Zhou Hui', Gao Zixu', Xie Zheng', Wan Fusheng™*

('The Second Clinical Medical College of Nanchang University, Nanchang 330006, China; *Department of Biochemistry and
Molecular Biology, Medical College of Nanchang University, Nanchang 330006, China)

Abstract
protein coding ability. Long non-coding RNA taurine upregulation gene 1 (TUG]) is a cancer-associated IncRNA.

Long non-coding RNAs (IncRNAs) are RNAs that are longer than 200 nucleotides, which lack

It has been considered previously that TUGT is closely related to the occurrence, invasion, and metastasis of can-
cers. In recent years, it has been found that TUG1 can promote target gene expression, affect tumor angiogenesis,
and act as a competitive endogenous RNA (ceRNA) by recruiting certain RNA-binding proteins. TUGI is expected
to be a biomarker or a therapeutic new target for the diagnosis and prognosis of certain cancers. This article reviews
the role of TUGI in the development of human cancer.

Keywords  long non-coding RNA; TUG]1; cancer
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coding RNAs, IncRNAs)J¥ Ay A= 4 27 FI I 27 S50k PR At
R Z —. IncRNAsfE Ry — KK JZ K F2001 %

Wik H H: 2018-05-31

32 HY: 2018-08-15

HIR AR IYRNA, I R EAE B KT $x
KT B SRR KT AR 2 B0 s E SR R K 3RE, 18
M. M. TR, RE. TR RE
P 1) E g A SR AR S AR TR R R R AR . I
R, KERF TR, IncRNASTE & Floi i Hh 575 &
&, FFERRE R R A KRR T EE A,

R H AR =R S (HHE S 81360032) FIVLFG 4 H SARHFHE & (Htik 5 2016 1BAB205206) 7% Bl ¥ 1A 8

HEWAEE . Tel: 0791-86360228, E-mail: wanfs01@163.com
Received: May 31, 2018 Accepted: August 15, 2018

This work was supported by the National Natural Science Foundation of China (Grant No.81360032) and the Natural Science Foundation of Jiangxi Province (Grant

No.20161BAB205206)
*Corresponding author. Tel: +86-791-86360228, E-mail: wanfsO01@163.com
X 2 HH s s [ 2018-10-29 15:20:26

URL: http://kns.cnki.net/kems/detail/31.2035.Q.20181029.1520.008.html



1966

DN JEE ) RS W JOR IT SR ORI A . KB
e AIRNAZE PR F R B K 1(long non-coding RNA
taurine upregulated gene 1, IncRNA TUG1) L4 24
SR URIA, 75 NSRS [F) R B e e o R HE S0
AR DD . PRI, A SCiIneRNA TUG1S A 2606
SERAE . RIEHE U RAE— 25k

1 TUGIHSEMSEYIFTNEE

TUG e 5 AE AR A 55 75 13T A2 /N BRU(Mus muscu-
Tus) P8 9 R0 1 R 2 R B, & — AN RERE B BT R B
H 2 R R E(poly A)HIIncRNA, [ H b 5 4 i
W I N T bR, DR PR A AR R R b R A PR 1
TUG1# & £ T et 1422q12.2 £ K 7 598 ntff)
IncRNA. TUGIZ 5 Mg, M. 75k, 12
%, TRy, b, HFRE K, TUGIZ 5L
SR B AR % I R R o o J 0 T 4 S5
TUG H{EREE H 573 3Rk, 75K 2 B0 iE 78 s 2
DKL, B 78 = /)N 40 i e R o Fsg J5 93 ST A Ay e
Rl R 35 A F o TUGHE A [F e o R 4% AN [R) A=
YA ThEe v Be S E I AU R RV 6, IRHERE
I, TUGT R AR Ry Le s fiE 12 W 1) AR W) - Fe b AR
7 HTHE R

2 TUGIS SRS S RI%R

TUG1 LA ZURE S PR Uk FRE N R A A
A hE P R HE S0 B AR, AR R4
JRE . AEBE RS R . WA PR F G R DA H A
FAERED,
2.1 TUGISERGMIE

TH A ZR G e R TR B 1) RO R IR T, R
HERE WM. TG ZE. JRT R GRS, T8
K, MW AU RN T TUG IR IX 06 40 M A 1) 7 %
5. Huang %8P 78 R B, 75 41 i Ji (hepatocellular
carcinoma, HCC)ZH 2L il 20 e W TUG L &2 7 % &
ik, FF I G AR A S 5EIE 52 A JE A DT ERTUG T RE % 417
HIHCCH M ) 3 L F e BE R T2 8 X 7741HCC
BE A IRETE o A 2R, TUGLEIRIEKF S
Ji 985 K 7IN. BCLC(Barcelona Clinic Liver Cancer)llf
IR WA 4 3% R BEPE. Lin®§HiE 52, TUGIE N
2 LA DR U g W I A AT 2, R
TUGIEL FEMHCCEE AR R RAH K. 53
38, TUGAE FFFREZH B e R0 5% 1 JH 24 o e 240

FRrp R I, MU TUG RS A A Jireg A A i
B AR, JF BRI REAR M AN S . A iE
AR 22 /E W, Xu2SOHF 98 £ 9, TUGIAE A4
J (cholangiocarcinoma, CAA)ZH 21 A1 41 g & v Rk
i, HTUGI I R IA 5 CCA B IR I8 K/
TNMA . RJG B R FERSEFIHRE K. TR
TUG A4 CCAZI A A 40 o AE K R 4 i T2
TUGIE AT P E % 41 i 2 (intrahepatic cholangiocar-
cinoma, ICC)H i, X 5 FU5 A~ R AUASFI (1115 I
HURFAEAR ¢, RRTUG LM ) 85 7% ITCCAN A fr) 48 41
Fife 28,

ZhangZPRIE 52, TUGFEJiE 41 40 1) R 35 7K1
B TR AR 4140, BB E RS TUGHE
Fik 52 AR B AN TNM 2 ) 2 IE A O . Jidgio
X401 B Je 41 SUR1 55 20 2L RT-qPCR 2 B A I
R, FEH AR TUGH R IE KT B3 & T 5 4
(P<0.05), TUG [ = 2 1K 5 g it 2L 45 54 58 FITNM
A3 BARH 6 (P<0.05), YTERTUG AT LA ] B Jes 20 e F)
HRAZZERE 1. Sun I 5T R B, 15 45 H
(colorectal cancer, CRC)ZH Z{ HHTUG1 3R ik 7K~ =1 T
MR 55 LA, HAX PP TUG i i 2 3k 2> W 5l 189 5 4
M . LA R AR N BE ST, TEIG PR b AT DAFH SR fif R
CRCAT 17 ZAR RN iE 17 7 IR v 1) S R

ZhaoZ5NE S, TUGIAE ik i (pancreatic cancer,
PC)H ik Fil, HTUGHH & 3k Wi s A R .
QinZF P R W, TUG LE JB iR Ji 2 23 (1) R 08 Wi 3
TR AL, TUGL B G, 20 3 5 AE % A
W58, MMP2HIMMPOI) £ H /K-~ T+ &, E-45 & 8 B
(E-cadherin) /K- T B#; A2, TUG13RIE T 5, 40/
9 58 A0 T A% BE 7659, MMP2RIMMP9E (A 7K T[4
i, E-85 8 B (/K FHHEr . Hf, MMP2AIMMPYK)
R EE T PCRIEE LY,

2.2 TUGI 53R & ZLARE

Hu%55%6F 4041 5 30096 995 1. 21N CINFE A% Al
19451 1F % %o B 4L I TUG 1 R IA JEAT R, 45 3R BOR,
TUGITE & 8 Rk B3 B, HTUG1I R A
7E 1E H 2H 23 21 CIN-F 21 g & A= 1132 7 3% Jn, TUGL
PRS2 i A . {8 5 2, TUGIHE B 3
Hh S A 2 TR PR L, 78 SR AT RE 21 8 30U 1)
—ANHBIIR YT A . LinZE U TUG LHEAT T 5 P I
JE(EC)4N M 52 7, K DL AE ECYT M B i b i) &5 e 3
B K FAEMAZ 8 4y, FLAET 5 Py e 20 i ok
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#1 TUGHHERERRE
Table 1 TUGI-related cancer
it Kik e I3 ¥ L e R T Z253CHR
Type of cancer Expression Function Molecular mechanism Clinical prognosis References
Hepatocellular T Oncogene TUG1/miR-455-3p/ AMPK(2 Increased expression of  [5-6]
carcinoma TUGI predicts a poor
prognosis
Hepatoblastoma i Oncogene TUG1-miR-34a-5p-VEGFA - [4]
Cholangiocarcinoma 1 Oncogene TUG1-Caspase-3, Caspase-9; - [7]
TUG1-Bcl-2
Intrahepatic T Oncogene TUG1-miR-145-5p - [8]
cholangiocarcinoma
Gallbladder cancer 1 Oncogene TUGI1-miR-300 - [41]
Gastric cancer 1 Oncogene TUG1-miR-144/c-Met; TUG1-PRCP- Increased expression of ~ [9,37]
CKIS; TUG1-miRNA-145-5P TUGI predicts a poor
prognosis
Colorectal cancer il Oncogene TUGI-EMT - [11]
Pancreatic cancer 1 Oncogene TUGI-TGF-B/Smad; - [12-13]
TUGI1-miR382-EZH2
Cervical cancer 1 Oncogene TUGI1-miR-138-5p-SIRT1 - [15,44]
Endometrial cancer T Oncogene TUGI1-miR-299/miR-34a-5p-VEGFA — [16]
Ovarian cancer T Oncogene — — [17]
Breast cancer T Oncogene TUGI-Caspase-3, Caspase-9 - [18]
Bladder cancer T Oncogene TUGI-miR-145-EZH2; Increased expression of ~ [19-21]
TUG1-miR-145-EMT TUGI predicts a poor
prognosis
Renal cell carcinoma 1 Oncogene — - [24]
Small cell lung cancer 1 Oncogene TUGI-EZH2 Increased expression of  [25-26]
TUGI predicts a poor
prognosis
Non-small cell lung | Anti-oncogene pS3-TUG1-PRC2-HOXBT7; - [27-28]
cancer TUGI1-PRC2-CELF1
Osteosarcoma i Oncogene TUG1-miR-9-5p-POU2F1; Increased expression of  [29-30,43]
TUGI1-miR-335-5p-ROCK1; TUGI predicts a poor
TUGI1-miR-144-3p-EZH2 prognosis
Glioma T Oncogene TUGI-miR-145-MYC — [32]
Glioma ! Anti-oncogene TUGI-Caspase-3, Caspase-9, Bcl-2 - [31,42]
TUG1-miR-26a-PTEN
Oral squamous cell 1 Oncogene TUGI-miR-219-FMNL2 - [33]
carcinoma
Papillary thyroid i Oncogene TUGI1-miR-145-ZEB1 - [34]
carcinoma
Melanoma T Oncogene TUGI-miR-129-5p - [35]

T ARIE B | AT M

1: upregulated; |: downregulated.

TUGIRIE KT ZEHE I,

7E 91 5 1) B 78 b Kk B, TUGLAE BF 8

H 2190 i b B R, TUGLER G5 5 59 55 8 73 2 A
FIGO(International Federation of Gynecology and
S _E B —1A] Jii

Obstetrics) 73 1 2 IEAHIC, TUGLE
L2 & S E‘Jifﬁ*ﬂ%%mo

X1, TUG1H

REAE Ny —Flif o7 B9 S8 BB ¥E A b Ab, Ligg!™
%ﬂmm%%rmmnmmm%%#@ﬂ7~ﬁﬂm
N TUGT )5k B TR R 41, I Hmak
AL FE R FITNM 73 1 % 1)
DUERTUGL S A % 00 i) L 1 et 240 0 1 3184 5 5
75 UL T

F.
1RPBHF, 1

K TUGLS e R/
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2.3 TUGLSR ARG HE

16 W IR A5 % 4, I Bt (bladder cancer,
BO) A2 f¢ i WA B am B e . KB FUIE L,
TUGI{EBCH 2 =Rk, HAEFEE 5BCI % Koy
WIAH G, HTUGH I B R IA TR BE A R, Lu
LRI RO, BCAHZH TUGI M ZEB2(zinc-finger
E-box binding homeobox 2)f)Z ik /KF14 8. 3 T+ &,
TUG1 =K B8 # IBCAH A 3 58 2 M T2 Jiang
SR 5T ok, RUKTUGL A N HHMGBI (L%
KRR AB)FR L, HMGB1FR 1A [ B S 3 18 55
T BCHI ML AT B BUEYE . PR, TUG TR A
JTECAIRIT Al BE NBCE F 4L T — DN 16T
M. BOLA AL, TUGIRIE LIRS B R
i#%_I B2 J% (urinary bladder cancer, BUC)ZH 2% £ Ik
B (Dox)TT [ B2 A K, ek BRI 1 TUG1HE
BUCHLIT TN 24 H (1) S B/ E FH AR ML, TUGL AT g
FABUCTR ST BT T AERE Ao

ZhangZ£PY 5 & B0, TUG1AE 325 BH 41 o 5 4 g
J&# (clear cell renal cell carcinoma, ccRCC)ZH 2R A1 4
J a8 240 i 2 Hh A 84 0, I TUG1 I %14 5 Fuhrman
SR E M. R #EKaplan-Meier £ 17 73 #T1, TUGI
RIE BB SRR BT TUGIR B IKH
B35, TUGIE AceRCCI IR & 8+, 1 §E N 1%
JH R (VB AE VR T T #E Ao 2, TUGTI R 1R ] ) B
TR TE . TR (R2E, (RS R T, AR
JNRCCIRIT BT B AP bs SV FETT bR, (HH A
EVERIPLHREEANTE 2, &2t — BT .
24 TUGLISHfbETE

NiuZ2V% B, TUGIAE /)N 40 Y ili J28 (small cell
lung cancer, SCLC)ZH 23 v ) £ &t 5 IE 7 4 24 =,
HxX i 3R1K 5 SCLC 2 B 1 12 & FIA7 3 AH %,
RN TUE A R TUGT m I v 42 25 40 pf 8 72,
JF AT A3 N SCLCHH g Ji 391 452 v, 410 41 4 MO 269 5. T
WTUGIFR A f5, o] 2 2 #H1 SCLCAH i 1) 3L #% Az
ZERE 71, XOn] B0 A0 M A TT 29 U . OusE
RSIE] K GIE B, TUG AN 0] UAE S /)N 4 Hf Jifi 9 i %
(I PR A= s 54, 1 L o] DA AT i 245 (96 97

ZhangZEPE 5T TUGAE 9E /> 40 il fiti 8 (NSCLC)
I 1E F I R B, 192f9INSCLC H 3 [l R A vF, TUG1
FIE KT B2 BAK, TUGLIFAR 208 5 B K/
FITNMZr #1471 4 56(P<0.001). LinZE25F 5t & I,

TUGI/ENSCLCH & 3% T i, 3F HTUG1 T | 5 %
HI(P=0.006) W AR Z5(P=0.016) 1 i J87 43 1k, 25 2%
(P=0.001)4H 5%, FIRTUG & 3 12 #ENSCLCHH g 1)
5 .

WangZ5PIS2IGIE B, TUGLTE & RIJE s R I,
TUG 1 3%k 5 B PRIRE I PR BRRRAE 25 D AH O,
RERIG IR 0 1, 55 W EE B AEFRER
FZE; FRRTUGT [ ZRIEIS, B8 32 4018 A 9% 41 Al
LR AR 22, CaoEl 5t R I, TUGL Hifi5
B PR AN RS R 3 AR S i FE A 5%, TUGT R
I PR A 3 5 . IERARZE, e an e
s N

BT, LiZECURE 58 & B, TUGAE N i Jii 988 401
U RIE BN, F R, TUGHRERX S
JKE J5T 98 W 53 9% b Je OK 7N FIKPS(karnofsky perfor-
mance status) V7 i 3 AH OC. @3 — DA R I, AE
TUGIRIAIG NS5 I, 4rpa i v 1 E 2 bl
REIEIN, RATUG AT LLTE RSN 544 20 15 ot 98 4
MO T2, N PATUG U AT DA 33 15 o 988 41 i 334
Bl o {HZhao%5CAHF 50 R I, TUGTEFHE I 5 R 41 i
W2 R ARIE, H TR 40 i i ko R R
BEAEF, JF HABATIAN, TUGLZRIA KT AL #Epi 2
J 5 98 U255 1 40 R 9 T 5 4100 o FG 4 4 F42 2%, TUGT
AR 5 40 R 5 W AEGo/G AT 6. EIRAF TS,
RBAG—, H i BARRAE AL A B, 18/
B 2 50T TUGLS R 5988 BRI 9T K 1 B

AN, IEH RN, TUG1 X /K5 sk
AR PR FR IR R, T R A F R
FEREM R RIEEVIMHIG, TUGIERIA B R
B BRI A sgsE . B RZZE, TR TUGL
A B S P A SR AR A 2 A T R,

3 TUGIEEIITRELE % RAERHLE

TUG#E i 38 75 g Ay B #8 Je i 8 A= i
TE N I 2 Fho B O A R AR 2E 0 RE I R A2 KB
TUGUAEREE KA R E 2R 20, &
Bk DU AU R R R E A () RASE g
I Y8 PERNA(competing endogenous RNA, ceRNA) ]
P 3 45 ArmiRNA; (2)4 TGF-B/Smadif #; (3)Z4Wnt/
B-cateninif i; (4)FHHEIH LG 2 A H A 12 (poly-
comb repressive complex 2, PRC2); (5)¥#i% Caspase(F
W),
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Caspase-3/9
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Bl TUGIN S A ZEAES R AIHLE

Fig.1 TUGI1 mediates mechanisms involved in human cancer progression

3.1 fEAceRNASEFIEENLZELR

TUGIRIEKTFE5Z RAGEMBHIKE . KIE%
PIM G, Horp— N BB R Rk 2 TUGHE A —Fi<sy
1 24(miRNA sponge)”, 375 & ceRNAKI A th, 7E
FEIE AL S B EENER . 1ERA—F
> T4, TUGL 3% S PE4E 4 2 MimiRNAs,
F EAFE miR-132. miR-145. miR-26a. miR-9-
5p~ miR-34a-5p. miR-382. miR-300. miR-335-5p.
miR-144. miR-138-5p. miR-219. miR-142 I miR-
129-5p.

LiZ5EBR I, 75 T F TUG1/F A ceRNA 5 miR-
13235 4+, M P& fikHedgehog(Hh)i& 4% 1 Shhk [ 1)
Feik, FEMHNIE K 1) KT, I MHCCH . b
WmIR-1323 1k 2 i) e 40 PR P B4 B . ALk, B
7] i # TUG1-miR 132-Hedgehog i % 1] GE 1% N 16 I
JHF i P 38 W o E N IE S 0 B h, TUGT R Y
ceRNA, A LN 5] ”miR-145, M FH 1ESirt3 mRNA
FA) % i AN 38 0 Sirt3 FIGDH AR A 1) R 5. TUGLIE
AL 7 A miRNA-145-5p, & 3 B 9 410 i 5 5 A
fRZE0T, FEREME T, TUGI R B ] & B, JF]
I miR-1451)2IE, H W& (B A7 LA BI0H], 755
b R ) 5L A (EMIT), 386 55 Je 200 0 114 42 28 1 AR s S
PUHECS, B R T 41 Hl(GSCs) i R IA I TUGLE
Tt Hg 4 0N B miR - 145 M T 38 #lmiR-1451F H,
FH 1EMYC mRNA [P B#f#P” . MYC/Z&Notchfs 5 [ &
BNV DR, AT 2 2 B 3 B R 0 A A g3 A

BRI TUGIZEGSCs i JE R I8, JF 4E 47wl 48 iR TR
YT M T RRAE . SR 4h, TUGTIE AT @ i i 57 miR-
145/ZEB U5 5 & A2 12 FH DR e 40 B 1 3 e B4

75 R B g8 7, TUGT AT 58 4 14 Hb W ffmiR-382,
R i #E b zeste ] Y 7= K] 1 5% T-2(enhancer of zeste
homolog 2, EZH2)% % L, k2, TUGIH 5] i
miR-382 13 FE R I S BEZH2 (1) 2. 2 T 1,
I, TUG O] JiR B 4 e B 5 3B #% FIEMTIR ) 5%
i) B 35 53 U5 IR T A S ceRNAZE £miR-382.

FE M 39 v, Maf5* 5t 7 & 3, TUG1AE ImiR-
300/)“7r F-¥E 4>, i id Droshadi Dicerf*) A H.AF FH,
B 2 IE FE S P I miR-300, T4 F:miR-3001H) A Y5 14 1
F, AT IE FE e A P A5 . FERE ANEMTIIE & o

e N R R A, TUGTAE ImiR-26a i Y4 14
457, XfmiR-26a#l fiPTENA 1E i 4% /F Ff]; PTEN N
miR-26aff] B AT BEME NI HAR, & — bR
AL, PRk, TUGTE e o3 8 7k Jig H Jd i TUG 1/miR-
26a/PTENZy - ML il &2 fif 987 #10 ihll /E FI™2. TUG13@
ke W PR BB i miR-9-5p4h &, #i R
1%, 9% 55miR-9-5%F H T i ¥ FRPOU2F1(POU class 2
homeobox 1) 7 8 5 1F H, F 18 (IPOU2F 1 ik &
IR R A, WangZEPHIF 52, TUG1/E AmiR-335-
SpfficeRNA, 1 JlRhotH ¢ 45 il 83 2 ik 2 (1 il
1(Rho associated coiled coil forming proteinkinase 1,
ROCK1)#KiE, UMEdt& WM AIRZE. 455818
R, FATUGIAIHIROCK 2k, IR 55 KM
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YT A AR 22, 3R TUGT] f8 9 B PR 1 B0
FHP,

TUGIE 5 i 47 I S miR-144%45 & LU0
il HS6F T 9 A e-Met ) T Bk 2N, TmiR-14448
B E B B A 2 1B B e AR, d o H i miR- 144,
TUG A] [H] B2 30 c-Met ) ek, MR 13 15 e 41 A
()3 F Az 280 TUGIE & PR Mg R |
W, 5miR-144-3p 2 AHG .  EZH2{FEHmiR-144-3p
)R R JE IR, @ i TUG T miR- 144-3p ) J5 i
mRIE, FIABZH2 AT R B0 M ERE Y. 7E O s iR
b R 2R, TUGT PAceRNARIFE R S5 miRNA-219
ghiG, (it H R D RE M EARFMNL2 (formin-like 2)
PFRIE, A, T 5RE. &
Mea IR, TUGLE I 5miRNA-129-5p4s &, i
Bcl-2. MMP9HIcyclin D14 15 D 1)K,
00 200 P T I 4 A T
3.2 ZTGF-B/SmadF1Wnt/B-cateninif i &1%E
il phikay e

QinZE !k B, TUGLTE Jik i 9 v ok J5 3R 08, I
Smad2 #Smad3f B2 1t 7K V- F+ =1, TGF-BFITGF-B
AR KI5 FH i, Smad4dE [ 705 B, (H )
TUGIFEZE G, LS ETMH R, 2Smaddki #H]
P YTER, TGF-B/Smad ) ¥UE 77 A 518 6 K A 2
A, TGF-B/Smad(s 5 1@ BT B A 3 5 . 3T
A28, Rk, AT H 4518, TUGT ] DL E #2175
TGF-B/Smad {7 *5 18 % {i i3 i Ji 96 244 i 3 58 FIEMT
R, BRI FrdE— 0 TE .

Luf5CUmt 73R B, 76 B R TUGT AT L4 &
miR-142>K T ZEB2[H) Fik, IF HAEKTUGL ] T i
ZEB2# ik, MM 18 Wnt/B-catenini 428 (1) 3% 32
— B R B, TUGT AT JE i Wnt/B-cateninid i ¢ i3F
PR 2 I b R 96 40 4 Dox R i 265 1622, Zhu 2895
FUR I, TUG 1@ I 2 W ™ B 42 45 A miR-138-5p
F I HmiR-138-5p I R 1A, MM 2 5 #iEmiR-138-
Sp#f FE K 2 2 Bk A6 B (SIRT 1)l Wnt/cateninfg 5 i
%, b E SR R R A KB, MTUGHEE 0 fi1 B
JiR e DR -3 PR ER RN AR R A AR (D1 R IR K
R i TR s v - S R v | P s o
TUG1 7] € i i miR-138-5p-SIRT1-Wnt/B-catenin{Z
SIEER R E SRR R . KR
3.3 S5PROESEITEMAMIEESE K

WL R W], TUGIA] #p53s Bk S, 52

i #0041 52 A PI2(PRC2)4E /. [F I, TUGTH fi
i v 3 BUGy/G A FHL i o S5 30T 1R BF 9 58 B, pS3i
T HITUGT AT 5 73 38 i 5 28 36t 4% 9% [5) U5 e 20
B7(HOXB7) i 5 4E /)~ 4 Jif fifi Jie: 4= KP7 e Lin%§ P
FRI, TUGIHPRC245 4 &, i Elav-like 5 1 %
A 1(CELF )3 IA, KR IAMTUGIK 2 X HOXB7
FICELF1 4 i 4 (1) 4 F AT A2 ENSCLCHH ffa 1) 38
5. TUGI/PRC2/HOXB7XTUG1/PRC2/CELF14H
B AR ATE INSCLCZ Wi AR I I3 #L M . TUG
LPRC2 1 45 & /2 24 Mo Ja A 2 1 A0t 1k 2 1 i lg 41
(B FEp1S. ple. p2l. p27Hp57)HIE M kA%
I BT 06 5 0, 75 B A S RIA M TUGL A B T
VAT e AR A B, Huang 250k B, 75 AT
Jei b U I TUG 18 3k 38 W0 388 4% T ER Kruppel £ (B 1
2(Kruppel-like factor 2, KLF2){i&iF 41 g A4 K sk 12,
BITUG1# it 5PRC245 & #l il KLF2 K 1 5 1 i 4
6 (1 5 7 e

IbAh, TR S P R N B B A
W ORI P B TUGE i 3 & caspase-3+ caspas-9
HIBax i) 2% UL R 4| Bel-2 26 1A, 75 S 4 iR 1
Bcl-2/caspase-31%& 12 A /v FTUGL T 1 11 42 1 41 i
P T2, HUTERTUGT W] 39 4% - Bz 8] i %% AL (EMT)id
T, I 55 40 B 3 7% AR 28 0 501841, Rk, i)
TUG i Rk vl VR & e 3L A I i R ok
TEIT I % . SR, R MR SR I T R, b
W I TUG1A] DL 8L i caspase-3 fllcaspas-9 1 P I 14
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