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Ei8 IncRNA TUGI 8@ miRNA-194-5p {2 i# KIAA1199
RiEMEEFEMREEEZEN EMT 9820
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(T B EXTHE—ERE WmIF 314000)

(FBE] By HiTLAK4E%a RNA £ EAL A 1(IncRNA TUGL) #£4 miRNA-194-5p/KI-
AAT199 #h 245 A M /% 2m B, SWA80 ¥ 58 12 & Fo L Al T 45K (EMT) 8 %, Fik RT-qPCR &N i % 5%
ARG AL A BEF AT B IR K6 52 6] Bk 4 B BB 2R % 5 2042 & SWAS0 A B 45 M 46 it bk ta e
NCM460 28t F IncRNA TUG1.miRNA-194-5p = KIAA1199 ¢4 & ik, £ H1E & F 54 TUGL T4
w3 B, 2% TR IncRNA TUGL,miRNA-194-5p #= KIAA1199 & SW480 %m At ¥ #9 & i& , RT-qPCR #
M IncRNA TUG1.miRNA-194-5p #= KIAA1199 #9 3& B & ik K -F,CCK-8 &AM SW480 %8 fe 3 74 4 /1 , Tran-
swell 5 ¥ 4 13 & #% 7, Western blot 4 SW480 @i EMT Aa( E G £ X KF, TR Lefamit
B85 A M AR IncRNA TUGL . KIAA1199 & ik K -F 2 £ (P<0.01), miRNA-194-5p & ik K -F 9 2 %
MK (P<C0.05) ;5 NCM460 4g i b4, SW480 2 At F IncRNA TUG1.KIAA1199 & ik K-F 8 Eif, miRNA-
194-5p ZE K FH BRI, ZFH A LT FEL(P<<0.01), Az o FH 4N LR 2T, IncRNA TUGI
7T ¥ 25 A miRNA-194-5p, T il TUGIL 3 KIAA1199 % ik J& 7T B0 2 47 %) SW480 #m f 3§ 74 . 12 £ & EMT
(P<C0.05), T miRNA-194-5p % ik T 42 8t SW480 48 e 3% 75 . 42 £ % EMT (P <C0. 05), £ TUG] i@ it
miRNA-194-5p T2 KIAA1199 & ik & SW480 %m i3 74 42 & % EMT., £if LA IncRNA TUGI i@ i
miRNA-194-5p/KIAA1199 #h v 42 3t SW480 4 At 3% 74 |13 2 = EMT,

[Xim] K43E% 8 RNA £ 45 EEAAR 14 RNA-194-5p; KIAAL1199; % H /s ta i3 35 ;43 2
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Effects of upregulated IncRNA TUGI1 targeted miRNA-194-5p promoting
expression of KIAA1199 on proliferation,invasion and EMT of

colorectal cancer cells”
LI Haigiang sJIANG Honggang sSHEN Xuning »ZHOU Yuan®
(Department of Gastrointestinal Surgery ,Jiaxing Municipal First Hospital ,
Jiaxing s Zhejiang 314000,China)

[Abstract] Objective To analyze the effects of up-regulation of IncRNA TUGI targeting miR-194-5p/
KIAA1199 axis on the proliferation,invasion and epithelial-mesenchymal transformation (EMT) of colorectal
cancer cells, Methods RT-qPCR was used to detect the expressions of IncRNA TUG1, miRNA-194-5p and
KIAA1199 in colorectal cancer tissues, para-cancerous tissues, SW480 and NCM460 cells of 52 patients with
pathologically confirmed colorectal cancer and tumor resection in this hospital. The bioinformatics software
predicted the target genes possibly binded by TUGI. The expression levels of IncRNA TUG1,miRNA-194-5p
and KIAA1199 in SW480 cells were down-regulated, respectively, the gene expression levels of IncRNA
TUG1,miRNA-194-5p and KIAA1199 were detected by RT-qPCR,and the proliferation ability of SW480 cells
was detected by CCK-8 method, the number of cells invasion was analyzed by Transwell assay,and EMT of
SW480 cells was detected by Western blot. Results The expression of IncRNA TUGI1 and KIAA1199 in colo-
rectal cancer tissue was significantly up-regulated (P <C0. 01),and the expression of miRNA-194-5p was sig-
nificantly decreased compared with the paracancerous tissues (P <C0. 05). Compared with NCM460 cells, the
expressions of IncRNA TUGI1 and KIAA1199 in SW480 cells were significantly up-regulated,and the expres-
sion of miRNA-194-5p was significantly decreased, and the differences were statistically significant (P <
0.01). The prediction results of bioinformatics software showed that IncRNA TUGI could target miRNA-194-5p.
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The down-regulated expression of TUGI1 or KIAA1199 significantly inhibited the proliferation,invasion and
EMT of SW480 cells (P<C0. 05) ,and the down-regulated expression of miRNA-194-5p promoted the prolifer-
ation,invasion and EMT of SW480 cells (P <C0. 05). Upregulation of TUG]1 promoted KIAA1199 expression

and SW480 cell development through miRNA-194-5p. Conclusion

Upregulation of IncRNA TUGI1 promotes

the proliferation,invasion and EMT of SW480 cells through miRNA-194-5p /KTAA1199 axis.
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K EERS AN 25 45 RN, R B U AR A
I .30 U — 2 0T 5% 45 M R R A T LD,
TR E 9 R B2 W R T R L K BE IR e Y
RNA (IncRNAs) J& — 2 {57 75 8 22 9 W I 7 RNA
AT HAK B 200 nt, H E & A AE
I & B IncRNA /E N AT F 25 T 45 Fh AL #R
o Bt AR L Bl A Ay o R D) s e 41 ) R - = 5 M
K RJEST AR N 1(TUGH & —4 7.
6 kb f IncRNA., H 22q12 % @ & © i
ENSG00000253352 JEH 4t . TUGL 16 A [a] Ji 5iE 28
RIrh SRR B B R0 . A HOIR IR 2L 3R 98 s IneRNA
TUG]I i@ 3 #0015 miRNA-145 520 FIR A 2L Sk IR & 40
Y 1 g R RS AN B R ) R (EMTD B . 7 T
BRgEE . IneRNA TUG1/EZH2 il i3 7 48 miRNA-
382 {3 B 5 A Mo 8 B AT A M EMT U i .
1600 $ 9% . IncRNA TUG! i 35 miRNA-186-5p/
ZEB1 {2 JF O L9 4 Mo B4 5 L 1R 28 T 40 i a
BECOT L SR TUGT 275 A ook 285 L I ML sl 81 45 45 1
W Ji 1 e A e A ANV 48 . B AR R 5E P B AR 4R
1 IncRNA TUG] £ 45 B 6@ 1 (0 3= 38 S I 52 i 4
J 34 FE A2 ZE A EMT B4R FIBLHI S 6 i 45 B Jes 15
Jei WA R W b 7 0 RN B BRI R T PR T BB A R
Sy ) BH &5 15 98 00 g B A BRI R AR It S 2,

1 #RlEHE%E
1.1 ##
1.1.1 AFAR4ER

PEBEABE 2018 4E 5 H % 2020 4E 5 H W HEHL K
EE M AT MR VI BR R 19 B 3 52 L 3 30 . &«
22 Bl AR 32~83 % L FHI(58+8.13) % . HEHUERH
VI ok B4 ek 98 2H 2 T DT e A9 88 55 41 20,0 L8 o O IR
FEAEW A . R 3 Y R A5 45 AU [R) &L R Ak
B A8 B2 51 S AL
1.1.2 @ B aX A

45 I A SWA80 M H N IE # 45 I B i L iz
4 e NCM460 W A oh B B 2= B il i, R
Eagle ¥ 5% £ (DMEM) W H 3£ HyClone 2% & (5%
5 :SH30243. 01B), TRIzol iX#| W A 3£ E Invitro-
gen A,

long non-coding RNA taurine upregulated gene 1;microRNA-194-5p; KIAA1199;colorectal

1.2 7%
1.2.1 i 3s e B3t dm L 4%

SW480 K& NCM460 7E &4 10 % I 4 1 1 (FBS)
i) DMEM #5352 3 ip AR 17 . Al AR 278 5% CO, K53
R LPRFRAE 37 CHEE F AR, WHAK WA SW480 4l
MIIT 5T 6 FLAR, BT A7 i M e e 3% 42 B U6 BH 5 i
Lipofectamine 3000 #F475 4L, s A P AL E 48 h 5
B AR
1.2.2 SW480 wmp 44

MR SW480 A it A siRNA NC,TUGI siR-
NA.KIAA1199 siRNA F50$ H 40 siRNA NC 4,
TUGI siRNA 20 . KIAA1199 siRNA 20 ; R ## SW480
Y Ha %% B4 inhibitor A [R5 4 inhibitor NC 41 Al
miRNA-194-5p inhibitor 41 ; A i SW480 4 iy 5% Y
mimics A ¥ H 43~ peDNA-3. 17 + mimics NC 41
(A ) .pcDNA-TUGI + mimics NC 2H (B 4) . pcD-
NA-3. 1" + miRNA-194-5p mimics 41 (C 41) . pcD-
NA-TUG1+miRNA-194-5p mimics 4 (D 4H),
1.2.3 %k &8 % B S #H IncRNA TUGL 5
miRNA-194-5p #4548 % &

¥ SW480 il i 4 Fh T 24 FLHR (8 000 /L) . ¥4
A A0 M E B 1 D2 (CCND2) B 4F 78 8) 28 75 3
UTR 4 100 ng psiCHECK2 ¢t Z B4 5 100 nm
miRNA-194-5p mimic 5 mimics NC J:Fs 4L #5 YL
48 h &, ¥ B 3 R A 10 BH AT R0 S R Bl RS R
W55 AR 8 — b ok wE k R R RS T
BAMER 0. AR ER 2 1K,
1.2.4 CCK-8 s&#n SW480 @ jei& A

K CCK-8 K SW480 40 17k /1., HUAb T %%
KB Y AR, DL 5 < 10° AN /LI 25 BRI T
96 fLAR . XM TEE 2 dJ5 . BALTIA 10
pL CCK-8 ¥ ,37 ‘CHEE 2 h. i HEFFR LI E 450
nm PR W BOGEE (AE A L4 3 M EE .
1.2.5 Transwell 5 %4 m SW480 % fi3 £ 4L B

G A TN Transwell ER 40228,
T I3 15 7 B A L G AR IS in 3] Transwell %) I
= ,600 u FH 10% FBS ) DMEM 8 33 3£ fin A
TEMERLFELIFER . LS 48 h, TE P42
5% 2 % W EE[H % 20 min, 0. 1% 45 fh e 5 5
min, PBS PEIJG . 7651 E AU T . B HL % B
fn 95 A DS S B B AR 2R A MR AT 5



2534

1.2.6 RNA R R F AL RT-qPCR %40

fii Fl TRIzol 35 M 25 1 I 9 41 21 5l 40 il R b 42
BB RNA, fff F| NanoDrop 2000 435656 B 3 (Wilm-
ington, USA) Il & RNA (1% 4l B 1k J , 4% B8 il 15w
) Uk B 0 R 306 % S ) o i AT RO kL R S #E ABI
7900Real-Time PCR % 4t (Applied Biosystems, Fos-
ter City, USA) T ,f#i ] SYBR Green Real-Time PCR
Master Mix (Roche, Basel, Switzerland) # 17 %€ &,
GAPDH AW S, 2 2 ihords R, ERE 3 IWELE.
5180 F, IneRNA TUGL E #5351 #).5-CCA GAC
CCT CAG TGC AAA CT-3'; FiE5l¥.5-CAA
TCA GGA GGC ACA GGA C-3', miRNA-194-5p
I .5 -ACA CTC CAG CTG GGT GTA ACA
GCA ACT CC-3'; T sl #: 5 -TGG TGT CGT
GGA GTC G-3', KIAA1199 F ¥ 51 %. 5'-GCT
TAC CCC AAG TTC ACC GA-3'; il ¥.5'-
AGT GCT GCT TGG AAC TCT CC-3'., GAPDH
W55 -CAA GGT CAT CCA TGA CAA CTT
TG-3"; F#EsI % :5'-GTC CAC CAC CCT GTT GCT
GTA G-3',
1.2.7 Western blot 2 #r@m i EMT 48 £ & & #=
KIAA1199 & & & ik

(1) NG H 7 4 M rh 2 O 1, 7 1090+ b
AL TR - SR TR s Tk o R i FL UK (SDS-PAGE) L4385
SRIG 5 % 3 PVDF B (Bio-Rad) I+, ¥ PVDF it 5
S5Y AR AWM E 90 min, W AEFF S IELE & . (2%
PVDF &5 —$H1 0 F , 45 3T E-cadherin, N-cadher-
in, Vimentin fl#i GAPDH, T 4 CE# &% H. M
TrissHCL # il Tween 2% th % (TBST) ¥t PVDF fi%
Ja BRI S A R B P e 37 C TR,
B Ji f Hl ECL-plus #; 9 & 4t % & (H #1777 9L 1k
A

1.3 %ityaw

o
o o

YRRRIETEE
S &
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B4 % B GraphPad Prism?7. 0 #4617 45 i1 2%
ST ITRERE s T LA IES A BB
2 R] be A R FH BB 3R 7 22 43 B s PR TG R T LSD-
K5, L P<<0. 05 WZERA G XL,

2 2 e
2.1 BB A+t TUGL, miRNA-194-5p &
KIAA1199 #9 & ik R bk

s, 4wl TUGL & KI-
AA1199 FiE KB 8 T+ (P<<0. 01) , miRNA-194-
5p FEik KB R FE (P <<0. 05); 5 NCM460 41 fifl
Fo#, SWA80 ZH i v TUGT f KIAA1199 33k /K F
Bl B (P <<0. 01) » miRNA-194-5p 357K F B i
TREP<<0.01), WFE1,

2.2 siRNA NC 45 TUGI siRNA 21 SW480 m fe
B3 Ih 1ZE A EMT A8 % & & R ik KP4

5 siRNA NC 4 £, TUG1 siRNA 4] SW480
YN TUGL 3% 38 7K 7 B 40 i 3% 78 1% 01 B 8 F B
(P<C0.01), 40 Ml f= 22 % H W] & 98 > (P <<0. 01);
SW480 41 it N N-cadherin, Vimentin 3 ik 7K 3 B i
TFE(P<C0.01), E-cadherin 235 7K -1 & T+ (P <<
0.0, WL 1.5 2,

*1 BRAAARMEH TUGL . miRNA-194-5p R EH
KIAA1199 B RIEKFLLE (v £5)

21 5 n TUGI miRNA-194-5p  KIAA1199

45 T i 412 52 4.3540.23 0.85+0.12 3.89+1.01

I 5 2 52 1.3640.38 1.4240. 54 1.2840.52
¢ 2. 834 2.219 2.918
P 0. 007 0. 037 0. 005

SW480 4 fiil 10 3.24740.27 0.4570. 06 2.8740.92

NCM460 4ifg 10 1.2640.05 1. 144+0. 21 1.4240.76
¢ 3.213 3.198 3. 304
P 0. 008 0. 009 0. 007
TUG1 siRNAZE siRNA NCZH TUG1 siRNAZR

E—cadherin

Vimentin

N-cadherin

GAPDH

B 1 siRNA NC 85 TUGI siRNA 28 SW480 AL HE B E R EMT HXEAKRIX
x2 siRNA NC 485 TUGI siRNA 40 SW480 HAaiEEE 1 B RHMBEFM EMT HEXEBRRIEKFELEE (2 £5,n=10)
20 51 TUG1 HFETE 1 (%) RZEHHE N-cadherin Vimentin E-cadherin
siRNA NC 41 1.2440. 26 62.72+8.76 83.53409.25 1.0440.23 0.9340.06 0.53+0.42
TUGI1 siRNA 41 0.32+0.08 41.8747.82 25.4248.71 0.21+0.05 0.324+0.09 1.0640.51
t 3.225 3.337 3.507 3.431 3.397 3.203
P 0.008 0.007 0. 006 0. 006 0. 007 0.008
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2.3 IncRNA TUGI 5 miRNA-194-5p #9 % %
AW 4E B miReode FI TUGT F1 miR-
NA-194-5p Z A "] e &5 & 2 si . WK 2, 5 TUGI
wt+ mimics NC ZHAH b, TUG1 wt+ miRNA-194-5p
mimics ZH 0 9¢ G E BTG B B N F (1. 14 £0. 52
vs. 0.3740.08,r=3.297,P =0.087), 5 TUGI
mut-Fmimics NC A k.. TUG1 mut+ miRNA-194-
5p mimics ZH 20 M 2¢O 2 G PR JC I B AR fk (1. 23 +
0.05 vs.1.26+0.12,0=1.137,P=0.36),
2.4 inhibitor NC 485 miRNA-194-5p inhibitor 41
SW480 tm it #3435 42 2 & EMT 48 % & & & & K F
1828

5 inhibitor NC 4 %, miRNA-194-5p inhibi-
tor 41 SW480 4 s § miRNA-194-5p 3 ik /K F B B
T (P<<0.01) , HEFH 1% 771 1 2 b F+ (P <<0. 05) , 4fi il
1RZE8H B . (P <C0. 01); SW480 #il Jifi ¥ N-cadher-
in, Vimentin 335 B & _F 3 (P <C0. 01) , E-cadherin 3
SR FIEMP<<0.01), WLIK 3.3 3,
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2.5 448 SW480 m ety ¥ 74 42 & % EMT 48 X %
G £ ik KF i
5 AR, B 241G 5 TS ) W (P <<
0. 01) , 2 il 4= 22 %0 H W] W 35 i (P <<0. 01) , N-cadher-
in, Vimentin % ik 7K ¥ 8] & F 5 (P <<0. 01) , E-cad-
herin ¢35 7K B 5 F [ (P <<0. 01) 5 C 21 40 Jf 3 58 35
JIB R R (P <<0. 01, 4 4= 22 50 H B 8 k> (P <<
0. 05), N-cadherin. Vimentin F ik & F & (P <
0.01),E-cadherin kK FH I FFE (P<<0.0D., 5§
C 21 I8, D 4 4 M3 56 05 g W & b+ (P <<0. 01) , 4
228 %0 B W 3% hn (P<<0. 01) s N-cadherin. Vimen-
tin 1A /K 0 B 7 & (P <<0. 01) , E-cadherin £ i5M
WRRE(P<<0.01), WK 4.3 4,
Tuetwt 5 ..ACCAGCACTGTTACT..3'
miR-194-5p 3' ...CCUCAACG'AC')\'AUIGU...S

TUGI mut 3'  CCUCAACGUCUUAGU..5
i IncRNA TUGL 5 miRNA-194-5p & & i =

& 2

7 1 - 2
E-cadherin - é
Vimentin - -
N-cadherin - -

3 inhibitor NC 285 miRNA-194-5p inhibitor 8 SW480 KIEHE B LE R EMT HHEXE A K%
x®3 inhibitor NC 85 miRNA-194-5p inhibitor £8 SW480 4HfIL3EE 1 B %
HEMEMT HXEAREKFRE(x+s5,n=10)
215 miRNA-194-5p AT TG 1 (Y0) 222 H S N-cadherin Vimentin E-cadherin
inhibitor NC 41 1.56-£0. 32 60.8944. 35 78.36410. 36 0.5340.08 0.98-0. 15 1.020. 28
miRNA-194-5p inhibitor 1 0.4740. 16 82.5948. 92 140. 5849. 86 1.16+0. 65 1. 780, 42 0.46-+0. 21
¢ 3.197 2.017 3.297 3.232 3,219 3.301
P 0.009 0.021 0.008 0.008 0.008 0.007
100
R 80 -
8 v} B4 cel pdl
%\; 60 E-cadher in [N S
40
&2
5 20 Vimentin sm—: — —
o —
A B C4E DA
N-cadher in | e WD ~— S
001 D — —
A B A} Boi ey ¢
A CCK-8 ¥ ; B: Transwell ¥ ( X 200) ;C: Western blot ¥l ;% . P<<0. 01,5 A 41 H# ;. P<<0. 01,5 C 4l k.

& 4

4 40 SW480 AR LA B E R EMT HHXEARIE
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R4 4 HSWIB0 HMIEEFE N EEHEM EMT HX BB RZKFELR (2 L£5,2=10)

20 51 T 1 (Y0 ZZEHH (4 N-cadherin Vimentin E-cadherin
A2 55.6848.76 85.92+38.28 0.4740.12 0.46+0.08 0.52+0.07
B4 80.56+9. 23 150.32412. 96 1.2340.25 1.3240.62 0.17+0.11
t 3.337 3.617 3.345 3.349 3.581

P 0.007 0.004 0. 006 0. 006 0.005
C# 31.2844.86 40, 6847.53 0.18-+0.08 0.1540.02 1.0340.09
D4 58.2947.83 83.64410. 36 0.58+0. 35 0.5240. 06 0.55+0.41
t 3.211 2.376 3.183 3.197 3. 181

P 0. 009 0.039 0.008 0.008 0.008

2.6 4 21 SW480 #m it KIAA1199 & ik K F rb

5 A 4. B A dnfiapy KIAA1199 FE R FI 8 F
Tk P <<0.01),C 40N KIAA1199 3
HMEAERSHE FTMP<0.01); 5 CHILK,D
HANA N KIAA1199 B M H R BB FiFEP<<
0.0,k 5. 5,
2.7 siRNA NC 445 KIAA1199 siRNA 41 SW480
mla b 38 sh 13 % % EMT 48 % & & Rk K F ik

5 siRNA NC #4 I #, KIAA1199 siRNA 44
SW480 4N KIAAT199 3k /K S B 20 i 44 48 3% )1
B & R (P <<0. 05), 4 {2 22 % H B B > (P <
0.01); SW480 4 ig N N-cadherin. Vimentin 3 ik 7K

B

3

ﬂ a

2

& b
£

8! :

3

=0

< AtH  B4A C¢H D4R
A

A:RT-qPCR ¥ ; B: Western blot ¥l ;

SEB R B (P <<0. 01) , E-cadherin & 35 7K 3 B &
B (P<<0.01), ILI& 6.5 6,

x5 4 28 SW480 i KIAALLY EER EEZE AR E
KEEEB (x£5,2=10)

20 51 KIAA1199 K KIAA1199 &1
A4 1.3540.73 0.38+0.07
B4 2.2840.97 0.9740.23
! 3.191 3.223
P 0.009 0.008
CH 0.5840.05 0.18+0.02
D 1.2840. 42 0.360.09
t 3.179 3.397
P 0.009 0.008
AR B4 () D4R

. P<0.01,5 A4 HE: . P<0.01,5 C 4 HE,

& 5 4 48 SW480 4R Al KIAA1199 RiAKFE
80 SIRNA NCZ KIAAT199 s iRNAZE ~ siRNA NCZH  KIAAT199 siRNAZH
" §
=
= 20
0
siRNA NC2H KIAA1199 siRNAZR ’
S i GAPDH W S
A B N S<F : ‘\',:'" 1,}_‘5@,~ c
A:CCK-8 ¥ ; B: Transwell K ( X 200) ;C: Western blot %l ;*: P<C0. 05,5 siRNA NC 41 b5,
6 siRNA NC 85 KIAA1199 siRNA £H SW480 4 p 145 B E R EMT X E Q%K%
x£6 siRNA NC 5 KIAA1199 siRNA 40 SW480 (A E N BEHBEM EMT HXEAREKFILEK (2 +5)
26 5 KIAA1199 WATEE 1 (%) REHHE N-cadherin Vimentin E-cadherin
siRNA NC 1.4540.76 65.83£9.65 83.53£09.25 1.73=£0.45 1.68=£0. 25 0.86+0. 34
KIAA1199 siRNA 0.6740.03 45.6248.04 30.86+12.35 0.73%+0.23 0.2640.07 2.054+0.73
t 3.213 1.987 3.337 3.297 3.276 3.197
P 0. 009 0.031 0.007 0.008 0. 009 0. 009
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45 T P i 2 R A DG FE T 5 DY R R A L AE
WHEERE LTS, WRMMm e GRS W
FREVE ARG EZRE, B, A SZHIT5E
i e % 0 43 F AL . A B9 45 2R R, IncRNA
TUG1.miRNA-194-5p F1 KIAA1199 7E %5 1 i J 4%
B A28 S EMT i b R 7 CHAEH . Bm KF
B TUGL 7] B4 5 A0 miRNA-194-5p &5 & HH-1E
Shy Wi A L DT AR 0E 2 E W g 20 ) 1S B L AR 28 R
EMT., BAh, TUGI Al #0H miRNA-194-5p ## KI-
AA1199 BRIk . A HE TUGL/miRNA-194-5p/KI-
AA1199 38 [ X 25 5 M 6 40 i % e 1 9 4 BIL i A0F 5
o kB TUGL J& — R ARG Rk 19 45 510 8 16 J7 38 A
FA A Pbr o

VLA SR B ZHFFEUESE  IncRNA Y 55 9815
Z 5 T LA N0 1 & R PLE, R Y] IncRNA
AT DAAE Sy 3598 55 DR Bl 98 41 i R A5 N 208 E 1Y &
AEFBEE R REER . TUGL & W)k 390 R
S — BT AL R 4 i RNAL, TUGT 1] L5 4R
AH G AR BAE FH o O 8 25 ol o P i g v 4 Sy S B Y
HUm SN R AR, XU &M BE5E & B, IncRNA
TUGL ] i 5§ 51 B i 09 32k e, s i 5 A R .
WANG %" 558 228, IncRNA TUG1 @it TUG1/
miRNA-145-5p/trpc6 il BT 3 45 B 7 9 40 M 70 A= &
FERS . AW 7T 45 1 8 oR . TUGL 145 g 9% b
P IRTE LS R A0 MBS 5 (R 280 EMT b & 45 5C it
YERT, HeAh . siRNA T8 TUGL 76 SW480 41 Jid v Y
FB 5. BB H T SW480 4 i Y 5 B L 12 28 AN
EMT &4, XS5 0 HE T TUGL DT8R AT A &L R A
G5 1 P o AN R A PR A L A S BT R IR T R L A
HEZS B e n I ARG Y B L,

TUGT # A Rl i /E R ceRNA I 2 3 26 80 45
(I miRNA) L 78 2 B N 289 4 (19 & A ik Jig v & 72
fEM . TUGI 18 miRNA 45, Al 5 miRNA-29a,
miRNA-128-3p.miRNA-498 % ZFf miRNA %54, i
— R X 4 miRNA JE 26 8 5L PR i) 3% 35, DA T 5% i)
il 9T 20 B B A o AT O AR g A R B OR,
TUGI A #1545 4 miRNA-194-5p, b TUGI i@ i
miRNA-194-5p Al {£ KIAA1199 23k K& SW480 4 ity
a5 42 28 . EMT, 41 miRNA-194-5p i i # (i
E2F3 100l 15 1 988 400 B 32 8% Fn 2 285 . F I miRNA-
194-5p i@ a3 B A8 FOBSURiR 2 (MDM2) Y 3 38 5 7 01
SR A0 M X 22 A2 B 251 . miRNA-194-5p 76 45
173 98 2 R R e 2 v ) 3 GR 8 H BRI T R HE IR
YERT i 5 Fofh g 0 — B, e Ah o A R 5% HR0 40 HiE S
T IncRNA TUGI # i #] miRNA-194-5p ### KI-
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AA1199 £k, A CHkHE KIAA1199 78 N 2 I iE
AR % e e AR DY . KIAAT199 /RN H
TEZG WA T N B IR R X, KI-
AA1199 il it PISK-Akt /589 EMT {2 # HE /N 40 il
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