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(=] BB #HiTKk44E% 2 RNA (LncRNA) F &8 EiRA R 1(TUGL) £ 87 21 MR 58 4042 P 89 R ik &
A5 AFMGHMAER, FHiE #BZK2015F1 A F 20175 1 AKEHITIEEEH 126 7. ERF K
MR R R EE A S IRARE 126, R EHEZE RSB RS (RT-PCR) &M AL F LncRNA TUGI
% BB B A B (PTEN) mRNA k£ K F, & PC-3 E @b Fidid# % TUGL ) F4# RNAGI-TUGD) & & K47
RT-PCR ## LncRNA TUGI1 5 PTEN mRNA £ KF, &8 BAL ¥ LncRNA TUGL 2k K F & FE
#4048 (P<<0.001),PTEN mRNA # ik K-F /& F E% 442 (P<0.001), & LncRNA TUG1 5 PTEN mRNA
FAKRTFERRAMMEAREG=—0.689,P<C0.001), 5= amix,si-TUG] # % PC-3 4wt Jjs , LncRNA
TUG]1 #482+ & ik K F 80 8 BA&(P<0.05), % PTEN mRNA s &%k K-FH EHA & (P<0.05), RF T 4.
(FERBEFELSLAAICOSH 2 NUBEARTHELEES B HHHEMAL T LncRNA TUGI.PTEN mRNA &
FARKFE EZFHA LT FENL(P<0.05); A% &8 F oML LncRNA TUGI 1&F 5 = & % (P <0.001),
71 PTEN mRNA &R #EKF & T & (P<<0.001), LncRNA TUG] SR X Z W7 MERE R R AT LG
B %,m PTEN mRNA Z &% B Z(P<0.05), i LncRNA TUGI W7 MBAR T 2 2 & KA
B5#AMRBEREEARRAE AR X,
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Study on expression of long non-coding RNA TUGI in prostate cancer tissues and
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[Abstract] Objective To investigate the expression of long non-coding RNA (LncRNA) taurine up-
regulated gene 1 (TUGI1) in prostate cancer tissues and its correlation with clinical prognosis. Methods A to-
tal of 126 patients with prostate cancer in this hospital from January 2015 to January 2017 were selected and
each 126 samples of resected cancer tissues and paracancerous normal prostatic tissue were obtained. The real-
time polymerase chain reaction (RT-PCR) was used to detect the LncRNA TUGI1 and phosphatase gene
(PTEN) mRNA expression levels. After transfection with TUGI1 small interfering RNA (si-TUG1) in PC-3 cancer
cells, the LncRNA TUGI and PTEN mRNA expression levels were re-detected by RT-PCR. Results The expres-
sion level of LncRNA TUGI in cancer tissues was higher than that in normal tissues (P<C0.001) ,the expres-
sion level of PTEN mRNA was lower than that in normal tissues (P<C0. 001) ,moreover the expression level
of LncRNA TUGI1 had significantly negative correlation with the PTEN mRNA expression level (r =
—0.689,P<C0.001). Compared with the blank group,after transfection with si-TUG1 in PC-3 cells, the rela-
tive expression level of LncRNA TUGI in the transfected group was significantly reduced, while the expres-
sion level of PTEN mRNA was significantly increased (P <C0. 05). The expression level of LncRNA TUGI
and PTEN mRNA had statistical differences in the cancer tissues among the patients with different T stages,
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AJCC stages,differentiation degrees and lymph node metastasis (P<C0. 05). The level of LncRNA TUGI in
cancer tissues of the surviving patients was lower than that of the dead patients, while the PTEN mRNA ex-
pression level was high than that of the dead patients (P <C0. 001). The high expression of LncRNA TUGI1

was an independent risk factor for poor prognosis of prostate cancer,while PTEN mRNA was a protective fac-

tor (P <<C0. 05). Conclusion

LncRNA TUGI is significantly overexpressed in prostate cancer tissues, moreo-

ver it is related to the malignancy degree of prostate cancer and poor prognosis.

[ Key words | prostatic neoplasms;long noncoding RNA ;taurine up-regulated gene 1;phosphatase gene;

pathological characteristics;clinical prognosis

A1) i 2 5 R DL AR B R G R 2 — L £
UL R AR N B R 2 5 5 P v e A T B
1. 26% . HEE AR AT & . SRR A
JE MR YT AT A B A B A AR ik L H A
HoR PR R, R JF &R R R AR I K TS
AR K BEIE 45 RNA (LncRNA) 245 K JiF
KT 200 MEHRRE RNA, H X4 BEE RIIbE. ©
PRS2 7 22 Tl 2k b Y & A Bk R B e B R
SIS AP B8, LneRNA 4R R | 4 5
WTUGD Al g5 &3 H AL & A i 2 5 4 K
o8 . L WY S 45 B g T A R g A
g v B s ek L LT i S 0K 43 0 98 3 ) G
L (PTEN) % £ K 1 2 5 Mo /9 & A4 T & e,
8 HL A i 9 g A 2k L R v Y A B 10 40 BIL
i = 80 WF9E . ARG A I T AT 5 B 8 R 3 O 41
21 LneRNA TUGL Rk K, 8T H 5 B # I
PR BRARRAE | I R LIS 1) 26 R, B 76 0 10 80 R 8 1 R
Wi2Ir RS IR,
1 #ARS5HE
1.1 — & #

YEHL 2015 4F 1 J1 & 2017 4F 1 A fEARBRAE B iR Y7
BT B 08 SR 5 126 1, gl A KR E (1) 259 B IR K6
T A I 5 BG4 12 R B0 90 R R s (2) B SRR I
PR B SR L BE TR 5 (3) 345 b g 41 20 % 98 55 \E
HAN MRS E KT 5 cm), HEBRFRE: (1) 4%
KRS IR B (2 & I AL LA A B
Ga e MBI 5 (30 AR 32 Bl Bh Ak T L0y s At
PO # s (DAL R B RA G H . A4
HN () 5 a4 J g R A A8 8 5 A TR A
MR ERERCH TR SHEHMEES., AN
ANBFHFRE A5~78 %, P17 (66. 21 +6. 43) % ; A Hi
IML375 B 50 B 45 S5 Bt R (PSA) 0. 19~ 100 pg/L, 2y
(12.64+3.03) pg/L; M H 4 :<<3.0 cm & 71 Hi,
=3.0 cm # 55 05 35 B 0E BE A 4 (AJCO) 43 1
T~ 10351 6, I~ VI 75 6] s kg T 40307, 19
H AT T, WE 79 6 AL R . b/ e 62
B AR AL B R 431 64 B R TR ELEE 58 31 41,
1.2 7k
1.2.1 ZEZME LKA

(DAYES :DS-11 B 43 6 BT [ 22 [ De-

Novix 23 #l 5 BE B UK 01 &2 420 H 22 H Lonrmat 24
Al ;7500 AUSCH E R A W AE S (RT-PCR) XU H
£ [H Bio-Rad A F] . (2)ik5]: cDNA & Sk &0 1
2 [ Bio-miga /A ) ;2 X Taqg PCR MasterMix &7 &
J2 2 X SYBR Green Mix(With ROX) & H] &3 [ 35
[ Bio-miga /A A ;10 % a4 L3 (FBS) W [ A1 M AT i
AR A R A s RPMI-1640 15358 500 B A M 75 1%
A=Wy B 25 45 R A BR A w5 BLF X BN T 3 RNA (S
NOH TUGL /NP4 RNA (si-TUGD) ¥ [ 4 T 4=
Yy TR R B AT BRA
1.2.2 RT-PCR ## M 4% LncRNA TUG1.PTEN
P83

HABRACR A 10 % H W1 2, A 0 e 3, U0
JEEE 5 pm., 20 AW R IF 5 4 i B . R FH Trizol
Ve R H RNA, K J6 RNase B9 DNase | &%
BRI 2H 4740 P, 37 °C 30 min, 65 C K% 10 min, X
R & A14% 3 020 pL DNase I .60 p. RNA,100 pL JG&
RNase /K .20 pL 10 X buffer, B [ & RNA #EA, Fi
B 60 FfJa LA 0 YE G BE TG I RNA 46 B L 4351 )
FE K 260 nm 280 nm 4h OD {H.OD 55, /OD 5, >>1. 8
FIE S RNA 4, BB R RNA K5I 9E &% A
PCR &M, ATG RNase KE R E 12.0 pL, 70 Chb
P 10 min J5 37 B E T K _ECE 2 min A 8 cDNA,
KRR ALHE 4.0 pL HLZEK 0.5 pL BESI49.0. 5
ns T WSl ®. 10 pL SYBR® Premix ExTaq TM
(TliRNaseH Plus) (2X) K 5.0 pul. ¢cDNA, 3 3l PCR
SN AE 2H 28 F LneRNA TUGI1,.PTEN mRNA #f
XK K. NS 38 GAPDH, B-actin, 2 I 4k
.95 CHIAEPE 10 min; 95 C A8 15 5,60 °C Bk
1 min, 72 “C#Eff 45 s, I 40 K ; 72 C A LEff 5
min, R 2770 SR H BRI N G R G 2 A BRI
S AT LR 1.
1.2.3 mppit i

ISUIE 5 21 2 240 L S i 310 B9 40 i PC-3 (i B v
B2 22 B2 BE HE filt B2 2 0F 5% BT 40 L o0 ) 4 S 4 A E
RPMI-1640 ¥z = &b, & F 5% CO, #55(37 CHH
WO FRANM, FEHR 1 5 R 5~7 d L BB
MR R A KA B i 80 Y 22 A M BURS R A K X 4L
WIgn i E AT R Y, ANMECR A & 10% FBS (%) RPMI-
164 B R, BT 5% CO,.37 CHEHE TR,
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WHALIE DL 3X10° A /FL7E 6 FL 20 B Al b Fb AL 4 11 28
FAL B G e 2l 5 5% Gl L 43 93 A TG L ¥ 5 9% 36
50 nmol/L Si-NC, 50 nmol/L si-TUGI, #% B8 Lipo-
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fectamine 2000(3E [ Invitrogen 2\ &) Ui B 45 # 47 ¥4
Yo, #HE 24 hJ5 . 428 PTEN & RNA #£17 RT-PCR
AL RAER 1.2, 2,

1 514 FF 3% it

B 514 (5'-3")

#NH Em 51 "-3")

TUG1 TAG CAG TTC CCC AAT CCT TG
GAPDH GGG AGC CAA AAG GGT CAT
PTEN GAG GGA ATA AAC ACC ATG
B-actin CAG AGC CTC GCC TTT GCC

CAC AAA TTC CCA TCA TTC CC
GAG TCC TTC CAC GAT ACC AA
AGG GGT AGT GAG TGA CAC AGT A

GTC GCC CAC ATA GGA ATC

1.2.4 %75/

BT A B B BRI CRT A B 12 WiiR yr 8 B ) (2014
AR SRR I R B AR R VA T 7 R AT R G XHE VR T
WIEAST BT RN R R B EE. BUig RS 3
AR B R RN DM AR R, Bl U5 R H O R
2020 £ 4 H 1 HERFET:,
1.3 %itzan

B R SPSS22. 0 A fT gt 2= b . G
EBS AR, s FoR, T EF R, 4
B) LA 28 5 22 K6 30 sl Al 37 RE AR ¢ A IG5 TR RS RE DL R
FoR AL LR X K58 A S M R Pearson #f
KNES B 5 TS 52w X 3 R Cox b 481 XL 6 452 A1 43
Br, LA P<<0.05 NZERASIT¥E L,
2 & R
2.1 BARAEFEFHLF LncRNA TUGI 4=
PTEN mRNA #j 48 2 % ik K F W 45

HIFI AR ZH 20 h LncRNA TUG #H%F 2 3k 7K 5F B
W TS IE R AL, O IE R AL 3. 54 f5 s
PTEN mRNA X} &35 7K F B B A% F 9 55 1E & 41 41
(P<C0.001), WL3& 2, AHOCHE 0 W, o 4k 20 21
LncRNA TUG1 5 PTEN mRNA Fik7K F 2 0] 7
KM (- =—0.689,P<C0.001),
2.2 3% PC-3 @i LncRNA TUG1 # PTEN mR-
NA #4857 % ik K P ik

Heyed PC-3 4 M0 b A9 LncRNA TUGT A1 %}

FIRAKOF B BAK T 25 A B PG e 41 (P <<0. 05) 5
PTEN mRNA #HX} 2235 KB 8 = T 25 1 240 9
B A (P <<0.05) , Y N He YL i Y 1. 29 1% 25 FLAH AN
I e H P HEhn b R Z R RS it B X (P>
0.05), L3k 3,
x2 WARAKEAAH LncRNA TUGL #1 PTEN mRNA
KBt RIZKFEB (z£s,n=126)

5 H P Kk 2 IEH AL t P
LncRNA TUGI 3.61+£0.74 1.0240.24 37.371 <C0.001

PTEN mRNA 0.3940.11 1.5640.41 30.938 <C0.001

x3 3 4H PC-3 4P LncRNA TUGI1 # PTEN mRNA
RIEKFEEE (2 +s5,n=3)

i H ZH4A W 1 4 e 201 Fegedl
LncRNA TUGI 3.81£0.78" 3.76%0.77" 1.06+0.33
PTEN mRNA 0.3840.15" 0.3940.18" 0.49-+0.21

L P<<0.05, S YL L #E

2.3 LncRNA TUGI.PTEN mRNA #8 #F & ik K
55T 5 IR % B W R R B ARG £ A

AN TRVAFE 0 b9 R /N BB 3 R R 41 21 LneRNA
TUGL.PTEN mRNA fH%f 5K F L, % 58T
Gt X (P>>0.05) (H AR T 408, AJCC 431,
AR B MR B LA RS R L 2 R A St
HE X (P<<0.05), WLE 4,

x4 LncRNA TUG1.PTEN mRNA 3 REKFESIERFIBHFMEHRXR (2 £5)

LncRNA TUGL PTEN mRNA
5 AR BRAFAE n
FRAKF- t P FIRIKF- t p

AR (<260/ =60 %) 53/73 3.590, 74/3. 6340. 79 0.288  0.774 0.4070. 12/0. 3740. 10 1.527  0.129
JRE R /IN(<C3/ 223 em) 71/55 3.574:0.61/3.66--0.79 0.241  0.810 0.40740.12/0. 3840. 11 0.962  0.338
T AT,/ Ty ) 47/79 3.31220. 54/3. 9540, 82 4.767  <<0.001 0. 45220. 14/0. 3520, 09 4,881  <<0.001
AJCC 2 A~/ M~V 51/75 3.2240.53/4. 0121, 01 5.122  <<0.001 0. 46220, 15/0. 340, 09 5.607  <0.001
SHAERREE CR AR/ D) 64/62 3.88+0, 82/3.23+0.51 5.323  <<0.001 0. 3170, 08/0. 420, 14 5.436  <<0.001
WSRO/ T 31/95 3.9740. 95/3. 4840, 56 3.508  0.001 0. 3040, 07/0. 4240, 14 4,580 <<0.001

2.4 AR EIEREERZMAL P LncRNA TUGL,
PTEN mRNA #83 £ ik /K W3k

126 Bl HERZEARSRE 1~60 4~ A, 9 b 17 i) 8]
F36.5 A H . 1.3 A7 R 40l o~ 80. 95% (102/
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126).69.05% (87/126) , 5 Kk /5% # %R 40. 48 % (51/
126), & Kk /% B# 0 A 20 LoncRNA TUGI
X RIBKFEH B & FRE R/ EE, AT
B LncRNA TUGT A} 3k K SF B 8 4 77
H(P<<0.001); B R/ EHENWHAL H PTEN
mRNA X REKFH B FRE R/ BB EE, A
TEAET- % b PTEN mRNA M 257K F 0 8K T
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AR (P<<0.001), LF 5,

2.5 WHAMBEBELEAAY ME X Cox &5 H
Cox [E1H/HT Bon, AJCC 43 . T 203 40 1k 7

BE WRELSE 5 %  LncRNA TUGL 2235 7K F 34 2 % 1

2 B g B 3 AR AR L B ik S B R TR &R (P <C0. 05)

PTEN mRNA kK2R & (P<<0. 05),

W36,

x5 AEGEKREFEEEHALATR LncRNA TUGL.PTEN mRNA RIEKFELL B (x£s)
BRI 3AEA G

M H

JE(n=51) Hn=175) t P FET-(n=139) HfE (n=87) t P
LncRNA TUGI 4.03+0.97 3.2140.49 6.249 <C0.001 4.194+1.13 3.3540. 44 5.829 <C0.001
PTEN mRNA 0.3140.07 0.44+0.13 6.522 <C0.001 0.30+0.06 0.434+0.15 5.872 <0.001

x6 B REEEEFEEWMEZR Cox BIRSH
H 7% B SE Wald X* P OR 95%CI
AJCC A ~N ws. 1T ~11) 0.505 0.247 7.213 0.008 1. 659 1.031~2.694
T AT, os. < T,_,) 1.021 0. 289 19.043 <0. 001 1.952 1.134~3.306
ST (IR VR os. P B 1.095 0.302 17. 446 <20. 001 1. 967 1.155~3.314
WREZE R O vs. /) 1.132 0. 355 20. 871 <<0. 001 3.211 1.382~3. 894
LncRNA TUG 1.018 0.291 20. 144 <0. 001 2. 645 1.153~4. 899
PTEN mRNA —0.682 0.373 4. 901 0.006 0.792 0.663~0.971
3 it it WFFE I A 7E PC-3 A 5% ¢ si- TUGT ##] LncRNA

LncRNA ZAE %S RNA i 8 B I, 32 40 fi
F NS A WER A, 25 202 4 3L H R E 1
. B, O A 2 RIES, LncRNA & 5 2 ff
N R B S A Bk Ak R L T BB AR Sk P es E R Ao R
v R B O SR A . A ESE BOR . Ln-
cRNA figfg N IEME 3% 4 miRNA 25 b g 8] 5 # 4k
(EMT) G HE S R 235 10 45, T 52 ) EMT i
T 0E T 5% 0 fek R 20 R 9 4R 78 R RS ad FEYY . LneRNA
1 TUGL &) 2 RiE T 2R A2 g0 iy 2 8L B 7
KILT T v AL o R w22 ] 4R AR S D i 5
KB LncRNA TUGL 25 7T B b B 5 W R &
G0 W g v e A B Y L SR LA 5 LnecRNA
TUGI ik 76 w51 B g o i 76 A L rT BB AL 2 51 IR
i J5 % 5G R 7 T k= 58 A ST ARGE

AW 5T 45 3 WooR, 17 SR 4 21 LncRNA
TUGT AHXF 235 KM 88 19 5% 1 7 AL 2L &8 T
YR IE AL 3. 54 %, #878 LncRNA TUGI it &
KA RES 5 AT o M 0 A R R — 2B G I 4
FH PTEN [ 2% ik W /n, 8 51 IR 98 41 21 PTEN
mRNA A F 3k K B AR T 1E 5 441 (P <<0. 05),
Lk A IR AT L R PTEN B L il fig 2
Eai 5 B B Rk . % F LncRNA TUGL 5
PTEN TERi 4 g 98 43 53] & #2498 5 #0982 VB R 40
LncRNA TUGI i 3 ik 7] 68 3 i 9 55 9 98 3% N
PTEN £k 2 5H0 50 B 0 & A X R . i, A&

TUG1 ik 5 BR 553« 4 1) PTEN mRNA A X} &35
IR S T i Rk KL N R YRR 1. 29 5L BN 1E
HI AR o LncRNA TUG A eI PTEN )3k,
AT S e LA g VR L T PTEN 19 25 26 iF — 2235 K i
H B 5 5] R 9 E R, DU SN RS OR R B In-
cRNA TUGI ] /45 /i 5 B8 h PTEN ik &5
JiR 1 & AR R R R X S AR SR S e A A i — 20
Pearson AHCPE 43 ¥ 87, A 4 1 51 IR 6 4 4R b Ln-
cRNA TUGI 5 PTEN mRNA x5 7K - 5 8] B
Uk (r=—0. 689, P <C0. 001) , & B §ij 2] it o 2H 21
' LncRNA TUGI i FRiE 15 7 H X PTEN ik
PHI/EH . 5280 PTEN ZhaE % 2 i 5 | & A 51 i 98 1 %
A R k. AT S IR E 4 LnecRNA TUGH i £k
A PTEN %2k B2 A 5 ol A7 76 Wk B MO ¢ R A
ARt — WA .

AAFIEHE— L B IF LncRNA TUGL £k KFE 5
HIZ A e 2 I RO BB AR Z R A 6 R B . T, 43
WM ~NEEEAE SN LncRNA TUGL £k,
HAER ARk p A X R K/ T b &4
T, #F1 LncRNA TUGL # X % 35 7K F
W& T T, M A ES BRI TR
B LneRNA TUGL # i35, # /8 LncRNA
TUGI Rik A GE 5115 I i f8 5 00 g = 28 vk %
TR AT ¢, LneRNA TUGT 1 26 3k 7] RE 4% o HT 5% |
RZEAT R M MR A2 A% (R 22 68 J7 19 14 58RI RE 1S i
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WIE & R R, FEEE U A R SCER[14-15 14
EWEUE T AR, R, PTEN FX BT
5 LncRNA TUGI # & 922 L F# fF , PTEN ik % ik
sk 5 MR R 2R B A OGN LncRNA
TUGI f#ik K& PTEN & & 7] 88 5 i 41 it 5 3 19
N RAEY) AT A% YA G, A 5 i 24 AT RE B
TC A BT S XU . B 45 SR s 1T A I R R
Ja B K /RN 40,48 %0 .3 AEEAFH N 69.05% . &
T & RGE Y 3 4EEAE R 29, 8% . Al fig HAEA
R IRHEBREARA—-FAL., WRAEHESHTBH
7 LncRNA TUGI1.PTEN mRNA ik /K B~ , 5
TZHE B LneRNA TUGT A X 2635 7K F B &8 i T 47
54 . PTEN mRNA B & A T 476 % (P<<0. 001),
#2878 LncRNA TUGI &3 ik & PTEN % & 5 i 51 i
RN BUG A — N LR X SE S 5%
W45 M4, i — 4 Cox 20 #F 7, AJCC 20 1
(T~ IV ED T,y R B CR A ik e 45
% LncRNA TUGL.PTEN mRNA %} 32 ik /K F
Y0 52 W i 51 B R R AR AR 0 Y ST S R IR
(P<<0.05), # &} LncRNA TUGI 3 ik 7] fE 5%
M) 000 9 5 PR 1% % 3k, S T 52 ) 96 400 JEL 1) 14 5 5 A% L
TR 20 A K, B IR T A RS XU L i RT R A
R T J5 & AR AU
25 LTI A WIS 38 A A I R 3 R g g kE 4 2R

LncRNA TUG1 K #E3L R PTEN #3530 4 H 5
A B 16 PR s B4R A1 L S 0] 9 56 R & B, TUGL
HRIXSE TSR0 & &, Honl g8 o 1
il PTEN ik i5 S0 M 58 01k A28 B 5%
MENEE Y AT o Hoad Fak TUGT A] fEAR 1 B 41 1 98
R, dEmsmilE R )s . Fik, TUGL 42
A R T 20 B 968 0 V5 HE 43 B 7 0, T B0 B e Y 12 R
K WG BN B 22 58 L, (EARFIEREAR R /N, B
fife Z X LT BE ML A AFF 5T L 3 7 2E— 25 T A5 DA

2% Uk
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