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KHEIFmAS RNA TE RSB i & 4 & R P HU{E A R 2L

The role and mechanism of long non-coding RNA in the occurrence and develop-
ment of bladder cancer

FNHK R EE,ETHR FHGLRKRFENER RN, LR 100144)

[ F] PP R RAEAE P WM 2 —  FOR B B R AL WA+ 0 48, BB R0 2 i B PR
DA KR Ji5 5 52 0 S5 a5 DRLIEG ot G5 DAL L O A e ) B AR 23— WL R BIE 7 R0 B A b (iR % e R W S vy o B IR S
fih RNA (long non-coding RNA , IncRNAD /& 40 g vt — % 5t A K FE R ik 200 A% B2 1 AR 4 55 RNA 237, 15 RNA S 21 98%.
IncRNA B3 5 mRNA AR 45K , £l #6565 0 T, B B poly A B ELANE B 7454 , (B & 1 1 32 41 h i/ 1 B30 B4 , T A2
HEURDZ 5 EARgE. TR, BEE AP ERE T2 N Ok T 5K I IneRNA TE 24N )2 1B 2 5 4l s 1L A
AMAE IR S BT A A R R S NS OB LR R A DA O . A OSSR B, IncRNA 2 5 #LEE Rl 0K

VR, TE B8 1 R AR R R v R B EEAE T o AR SN IneRNA 7E JB5 g 7 T 10 See iF 7 0k J HEAT T SCHRER IR

[REIR]  KHEIRAS RNA ;B s R A2 K e s Wt Fidt e

[hE53ES] R737.14;R730.23 [X#EktriRAE] A [XEHS]

5 e T 4] 9 238 At 0 ] oA J S A e e 1 5
VLA, FerR 7E B HE A 56 6. % Bt e A o AL 1 9 B
FAY IR R EE b R, Horh 70% AR ULZ 1= 0 PR I b
I, 30% NN R e, i B 5 T E R KR
HE R (R AL TS & TS 8% 5 A R B, 1
— B TR IS I AR RO F IR BAR Gy T BILARN TR
b 2 W AR YT AU N . KRR IS RNA
(long non-coding RNA , IncRNA) #& — 5 5 A K i
B I 200 MZ R AEm bS RNA 70, RISk = H &
SCHITTF TR BEAE , A2 5 EUR D2 5 E A4S, T
AT T O A B o, AE A% 4 ol
P, IncRNA 2 A 8% TA A2 2k R 40 % 5 ) g
7, & RNA R BRI IR -1, A B A L7
Thfe. SR, AR W 79 R B, IncRNA 2 5 1
o R T ER L FE DR AH B A B B 8 R AB A % S
VRTINS A EER . b
#50F IncRNA A]F 7T IR N, oK 52 1 S 56 BfF 75 36 W In-
cRNA 7E 5% It Ji 1) & A2 R Fe vh 4 Vil o B 22 1 4 £
AR SC T AF- 5K IncRNA 7 [ b g % A8 i o i) 7
SN T A —2RiR .

1 IncRNA 7£hE - HI/E R HLH]

IncRNA 7E i o — el ik DL AL A HE 4
(DBETHERHFFE R4 BFFEAE
T AR 2 e € 4k B 4 55 7 S e T Ui Sk TR IR SR IA
il 1, PRC2 & 4 & — Foft o 2 (10 e £ it o SR AH DG B
F1,IncRNA RepA 7] # 3£ PRC2 %) Xist = [H J3 311,

1007-385X(2018>10-1072-05

51 % Xist Ji 31 [ 20 25 11 H3 56 27 A 20 R R A H
FeAb (H3K27me3) , 5 4 F 8 X G ik 3w (2) 38
5 A B B BT R - 25 A T mRNA B BT 452, TR Rl
ANFEI BT . IncRNA MALAT1 H 4] 2% 4% 5%
VIR 3" 0 R R, FEAL T B A, EE A
FR /K & R (serine/arginine , SR) BY 42 Kl 7 #H BLAE H, IF
VA 4% B 5 DR 7 7E BY H2 B A5 A 10 4 A AR IR Ak KT
AT 5038 mRINA A4 306 43 14 BT 4252 20007 s (3) 38t
SN PRT T 454, 25 mRNA B R, 5%
SEVIHIERE . GONG %50k I, —FhFR N F Staul 25
4 A7 55 RNA (half- Staul -binding site RNA, 1/2-sb-
SRNAD ] IncRNA i i 5 mRNA £ 3" -UTR ] Alu JG
A TE A BE AT, T2k Staul 45 & 47 5, {2 Staul 5
mRNA 256, 5 U mRNA [ ; (4) 5552 8 1 i 4
Ay IncRINA 7 35 A ] 8 775 AH B 2k 8] B0 2 1 RV 12 o
PcGEM1 /& 7 71 #1) Bt 40 23 b 5 53 1% & 3K 3k 1 In-
cRNA , H 2 F W L K I, PcGEM1 1] DL H 2 5 1
% %21k (androgen receptor, AR) &5 & £ ¥#7% AR, X F
BT BB I 1R A s (SO AR g
T RNA (U1 miRNA \piRNAD f Hif 44 4371 A A -
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4, 76 R BB 40 i, IncRNA BIC A DL i T4k
B4 miRNA-155, AT i miRNA {5 538 25 & 15
PFEAE R (6)1F 58 4 1% IR Y RNA (ceRNAD
K141, 2 51 miRNA Al mRNA () %i5. In-
cRNA A] DL 1E A miRNA [ 18 & ¥ 4 3 4E .
POLISENNO %5!MHF 52 5 30, Ji 988 40 o) 32 [R] 4B
PTENP1 AJ g A E ) 77 U B — L8457 5E 1) miRNA,
T % 8 miRINA B L R () ik

2 IncRNAZEBEMtEAXE X RHPHIIER

TR FUESE , H4L IncRNA 75 e ik L,
75— & IncRNA T 3%~ , B (2 9 s 7 H .
IncRNA 1 Ay 350 B $U0 J BA] , 78 Jie 1) o A e
RIFFREERER . HATHwHERY, 5BEHUEAHS
¥] IncRNAs A £} R IBHL K BCEE K ——H19 JR % b
Je A2 ] 1 Curothelial carcinoma antigen 1, UCAL) i
JUR 968 %% 7% M 9% 1 5% 7R 1 (metastasis associated lung ad-
enocarcinoma transcript 1, MALAT-1) B} 2R IEFEIK 3
(materally expressed gene 3, MEG3 ) 3¢ 41 i & 4% A ik
%A 1 (plasmacytoma variant translocation 1, PVTI)
LETEIR A 1 (taurine up-regulated 1, TUGD - Bt
Jei ¥ G 5% A 1 (bladder cancer associated transcript 1,
BLACATI X #5 linc-UBCD) . /MZ A= RNA 15 2 3£ [ 16
(small nucleolar RNA host gene 16, SNHG16) - X Je Ak
I 7 % 5 AR (X-inactive specific transcript, XIST) «
DUXAP9 .DUXAP10.LINC01296, | THI S E JB5 Bt Jest HH
TR IR JUFI IncRNAs S AH ML EAT )34 o
2.1 HI19

HI9HEFN T NGtk 11p15.5, A SMMET
K ANWE T, A KZH23 kb IncRNAHI9 25—
AN I 5 98 E AH DG I IncRNA, 78 i 98 R #5822
IR R,

H T B AT 32 2 7 20 A QIR R
R, 45 R E RN T ARRAE . GIELCHINSKY 464
I RT-PCR A3 W7 155 I Joet 1658 S A e 321X 2 PR 4
M rb H19 IR, R BRI B8 PRANM 0 H19 ik
KV S vy T R SR, I TR 9 45 SR T DA %
Pt S TR E TR — 1N 2%

HI19 F 85 — > Ah 7 % B — > miRNA 73
T, Bl miR-675, H19 %: [ —J7 [l iH 14 miR-675 i 41
I FE R RB 1A 1 Jo R 000 5 A R ™, oy — T T B ]
LA i 4 9 7 ) IncRNA H19 R H#E/E . LV 20
B GIER T H19 A REAE 9 miR-29b-3p 55 4+ PE I Y U5
£ RNA, 5 miR-29b-3p H#: 45 & , i # miR-29b-3p
X DNMT3B [ 41l /F AT, 2 3 DNMT3B [ 3Rk, )
T 2 a2k 5% e e 400 P ) 3 0 1 2% e A% LA K b R T Joig

¥ 1k, (epithelial mesenchymal transition, EMT) 1] &
A LUO ZEUTSIRE 5 B, H19 78 i e v 1 25k 1
BT S 4L4, 24 1 H19-siRNA &b P 52 bt J 2 i
PRI, I H19 I8 7K P FEAK 1 [R5, ID2 [ R 1k 7K
AR B A L 1B I 40 B R 1 AR KB R 2 B . &
gy M R B, 1D2 A H19 2 (8] 47 7E — Ff 1E A8 2%, 1ff .
H19 %f ID2 A — AN IEVE AR S B R TE B Bt
Jee A0 Pk R IA 1) H19 s 1 ID2, AT {23k 1 6% e
Jee 20 M R B B R D 5 S5 S LR B H9 5 RS 1
AT I, TR e th H19 5 BZH2 454, bE J5 0
Wnt/B-catenin {5 5 i 2% , {1 b 5z 8550 8 H KA 2 3|
0], 755 EMT )R A, TR 1 8% Dk 9o 4 i 114 4%
o B2 HI19 H B Ry — PP 1 250058 50, 5 1% i
S (1) S B R IT DA R T FR A — AN B R
22 UCAI

UCAIL FERIAL T N Bk 19p13.12, 5 3 MM R
TR 2 AN F. AERNUCAIER RIS =2 —,
IncRNA UCA1 7] LLJi it i 4% 2 AN B2 R 1 3R 0A L 76 15
PR AR R R T R A AR A

UV, UCATL AT LUE I 307 P13-K/Akt {5
5P, AT R 42 CREB 7E 155 it e 20 it w1 2 18 FH
PR A, » 33 T S 5% . s 2400 6 ) R %) 43 A 5 4 PI3-KJ/ Akt
S B A A, CREB (93638 N B, J52 bt g i 4
) B3 R 22 e, 4T 3 5 52 B4 13X AT R
UCA1 RAERHAE I —FiL] . WANG Z5E25] H
RNA pull-down F RIP &5 SEEG 5 AR BIE 1 7257 e s 24
o & UCATL 5 i )i E R 7 BRG1 H#E45 A M
T BEL 1k BRG 1 45 7 55 1) 81 5% DR 248 e o) 390 400 ok 81
P21 (5 8 b AT I 4 A A 3 )ik A, e gk 4n
Ji B B4 5, 20 235 UCAT I, P21 2 7K P FRAIG, {12
L M B 5 5 24 UCAL 3R I5 /K7 BRI, 41 B A
W R 7~ P21 8 A 1R I K 18 5 DT 0 ) J ke
TEA M 5 . Bk AN, UCAT B ) — AN SR 1
Ets-2, A] DL B #3545 & 78 UCAL JE 31 X 8k, A i 4 i
Hi% Ak, 24 Ets-2 siRNAs m i€ Ets-2 (R IE T, fg %
B A Akt {5 58 B R 5 SR I A A 0 T Y
T, BRL A A0, % e e 41 B UCATL (1) 3R IA 1T R 5
Ets-2 /- S HTE Tk FE A OC 1 Akt A5 538 2% 135 1k
K, LSS IE A Rt — 2P ERAIERY . XUE %5205 H
VNG B H ARSI UCATL #0058 8 7 X383 AT 704
KT ¥ 3 [A ¥~ C/EBPa (CCAAT /enhancer binding
protein o) EL 45 & 7E UCAL #% .0 8 87 X 3, T
PR ok Jee 4 B 2 v UCAL IFRIE , LIS g i i f
SE P AR D A M PR T2, 24 F C/EBPa siRNA R 1 #%
S K ¥ C/EBPo B, 1B B 41 il 2 1) Fee PR T B, 1)
TSN, WERPVR I, UCATL @i i L EMT AH <
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YA F ZEB1 M ZEB2 55 , T 5 3 EMT I & 4E gk
— DA 3 55 e e A B TR R 2R RN 6 2 , 73 4h , UCAT
AJ DL i hsa-miR-145-FSCN1 38 #1822 5% bt Je8 41 i
(42 28 FI G R , DR mT U@ R #0 ] UCAT IR R IE , A
T 00 ) 5 Pl e 4 S ) 4 2B N6 A% . RIS, UCATL AT LA
e E T B R E A BIHMGB D 31k, I H 0|
miR-143 ]335 , MR 32F 155 b s 40 1l 1) 432 28 DA I
EMT & F2 () & A9, GOU &I R KB, BHIEAS KR
AEER 1 9(BMPO) 1] DL it |3 UCAT Bk , T
R T P P e 4 L 11 384 RN 6 7

PAN Z5P90JF 52 2 L, UCATL 0] LA i 5% B Jees 400 it
X MUY/ 5 7 A5 5 AT 25 ) IR R , T R I HL
52 UCAL 8 i 0% % s K CREB, 28 J& | 1 miR-
196a-5p 15 JFE HEAE 40 77 (1122 3% s miR-196a-5p it — 2
AJ LA p27kip 1 (2RIA , M A 5 15 e T 240 kL Xof 5
B/ P AR TR SR TT 29 I HSPUE s A H0 ] UCATL 1)
FIE I, T IV 4 B et NS/ 7 AV ST 25 I
BURME 2K E . Ik, UCAL A 8 BN B bk g AL 2
HYNARTT I —ASE . BOEE PR L, UCAL B
T 0% mTOR 15 538 #% , 75 8 20 i 1) 8 267 A A
RIFEFEM . A6, —HXUITA PLBEAK UCAL 78
5 It e 200 PR e ) 2k DRk 00— R OUAIC T e i
FEAIC UCAT R IL , T 4] mTOR {5 ‘5@ B% , 2 1M
V) P P 4 L 11 33 B 0 TR A 5 24 1 M PO s 4
A G AN I UC AT B, — HR BUIORT 248 it 384 7 1 4400
1) B WA Ut It 2 ) 40 ) 4 FH B D BRS¢ R B 5 B
T UCAE g i 45 58 s AE 155 e g v 7 i F rh ) 2 22
ER . BEAh, LIZEHIER] 7 UCA1 A LLid it miR-195/
ARL2 {5 5 38 2% , AT 38 558 1% I Jess 4 i 4 0L 42 (1) 3
Ao HHULAT I, UCAL R RA AT REAE B i % , 45
S g 1A R S W L 20 I DA RIRTT
23 MALAT-1

MALAT-1 £z ¥ 72 75 5 5 {E /> 40 B il e iF % IR
() o MALAT-13EB AT 11q13.1, K JEZ 9 8.7 kb, £4
FAIMNINE T, 52 RGO R (153 F A O .

LI S5 H J5 AL 9 58 45 52 R K I, MALAT-1 £
JE5 . e 41 B % v s 2 5 T b e 1 L 2R 5 40 2 Il
PR3 B U R bk O 5 0 7 S5 AH O, 1o R I PR 43 31 L itk 2
SERLE RS PHE DL K B i MALAT-1 383k 3 m] DL A B8 b
T R B AR AR R TS TR A o

IncRNA MALAT-1 AMY 55 55 [ Jezs 248 i 11 38 B iz
Wb R A OC, 1 HL 5 IR e () B R BE AR OG . HAN
LRI, MALAT-1 759 2H 23 1 3808 B 2 v 198 5%
TE L2, [R] I E 32 P I bt e v 1 I UK P 2 3
& T ARIR IR R B e 41 21, IR, 24 B MALAT1 siR-
NA HARGE MALAT 175 % kg 40 i & R R 3R IA B

I J% P s 200 P 10 388 B 52 240 o1 1R 22 AL R 082D, TR
T-38 0. J5 oKk, HAN Z5B98F 50k BLAE B I I A miR-
NA hsa-miR-125b 5 5 3 K SIRT7 1K 8% JE 9 i
RNA MALATI #3835 & 71 FH 58, 2434 14 hsa-miR-
125b I, B L4 SIRT7 AT MALAT1 {2215 , 24 m %
hsa-miR-125b I} , A] LL{i if SIRT7 Al MALAT1 [
ik, B T R 0 ) B 0 1R 28 VB RS DL R MR T
A5 H 4598 , hsa-miR-125b 7] LU i 4711 SIRT7 A1
MALAT! [ 3% 1K >k 40 ] JB5 B g 1 % Jg o ik 4,
MALAT!1 7] 8 E 9 miR-124 3% 4+ 4 [#] P9 J5 7 RNA,
10 %% miR-124 % foxql B HIHI4E I, 42 3F foxql B #
15, AT AR 3 5 PO e 400 A 1 3 B 1R 28 RN L R,
EMT 7 Jif 8 iz 4b 6 % 3 #2 v R P55 S B AR
MALAT-1 75 5% . @ o 1F 2 a8 i o528 40 g 1) 26 B B
77 (AR 40 ffd EMT , A Tfi Wip B iR 5 2R 36 ¥ . iF 9
FH, T MALAT-1 3% )5 , @ 4 i 5 EMT AH ¢
M8 E & 45 & RV &85 (1 1 (ZEBD W ZEB2 Fl4¥% 15
B R 7 Slug 55 88 (A Ik /b, -5 40 i 285 B AH DG 1) 1 2
B3R AR OA I, JBY e EMT i A2 52 21 B 2 40
H%. F3 46, TGF-B REE (L 3k 155 hE s MALAT-1 (1) 3%
15 VLS EMT R A, 75 155 It 40 i v, TGF-B ] LA
B MALAT-1 5 Z i 1] 52 4 4 B 4 B 53 Suz12 5
G ARG R 2 R B I RIA R b R
FEE AWK, g LS 10 bR 4 R MR R L 2
B 1) 10 1) MALAT-1 8% Suz12 f) R 35 I, K £ 40 i
TGF-B 41 1 i I8 240 M 1) = 28 FH A FE . X e 26 i
52 Birer g BAHYIA, s T MALAT-16
H AR e (1 — R T E AS
2.4 MEG3

MEG3 B: [’ J& — /ANl B [/, 5 7 T 4% ok
14932.3, W 5C % B , IncRNA MEG3 ) ik 5 /8 1)
R BRI TEVF 2 IR R R IR R B,

DUAN 5P 78 R I, 155 e e MEG3 1 T 12
JE AL 5 55 e g o B0 06 i S B B /R
A= 17 81 (recurrence-free survival, RES) (K458 /5 5%, If
HLAEBA 7 e 28 25 i3 T MEG3 B 7K o] B N
WAV B E TS 1 — AN EEN TR

ZHOU Z557 0 1 556 40E B , MEG3 18 5% b g 2 21
)RR KT B R T 55 4 21, i I8 MEG3 5%
o 36 401 B 2R (0% 388 B % o B TV e 70 B T B, TTRE
5HASHERETAERA . b, N T 1T MEG3
5 G WETE B s & AR R R IR R I OE R, YING 558
RIAE B e b E AR £ 4 LC3-11 mRNA R4 7K
FRETHRE, I H 5 MEG3 3 IE /K 5 1 5 1 5k
K (P=0.016) , 4w B 5% e g 40 Btk HH (1 MEG3 )5, H
Wk /R FH 14 588, R EEHHE I B e v MEG3 5 B I B0E A
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2K, MEG3 R ] 5 W, AT 00 i) % e e 4 A ) 385 5
2.5 AL 5 BESE AR X 49 IncRNA

HoAth € 0 55 85 e AH O¢ B IncRNA A PVTL
TUG1.BLACAT1 % . #f 5™ &K I, PVT1. TUGI
BLACATlf—fﬂﬁﬁﬁﬁéﬂ,/\&ﬁ%ﬁfnféﬂiﬂ’@%*mi%
A K B v R 55 2H 21 R QR R Al oAk, R U
MI]EI‘J%EJMHL,Efuﬁﬂmi‘fﬂﬁéﬂﬂ%“ﬁt%éﬁﬂﬁ@lﬂ@iﬁﬁ\fz
FRLF  F L 7 F HUEDE A Rt 7t . 28 ol a5
T IncRNA XU E 38 3% 205 7 70 #r 4 % PR i b 57 9
KI5 H N IncRNAs KIAZ 7, TRk H 3 N E 7K
i5 1 IncRNA : DUXAP9 . DUXAP10 2 LINC01296 , Jf:
T B b e 2H 23 J 4 R FR EAT BRI, R e AR I
o 2H 23 1% 4 B 35 A 1) 202 K ST B o T o5 41 7
N IE e ik . LV 98 58 R B, DUXAP10 7]
PLIE T P13K/Akt/mTOR 15 538 B2 325 5% ot Jess 40 A 11
WA, I B T, A O B B 2 W AR T
BT o At , ZHU Z69008 I SEGIE B, IncRNA
LSINCTS5 it 5 NCYM A BAEH , i GSK3p %
&, BE T v A8 Wnt/B-catenin {5 5 38 i € 3 EMT fr)
KA DNTTTAR 32 165 e 1 32 g

3R E

IR, IncRNAAE B U2 iE 12 W R TT
B RUBT Ik 4y 7 B T RGP R AT St H R
KT IncRNA 5 i J8 #H QB IE 48 K2 K H T In-
cRNA FKIE K7 7 S DI st 7T _F, 1M IncRNA 521
IR 18 5 B RS TR 24 R T A AR A LT AN
TERE IR 5B MR A O IncRNA, H BT IhRE &
500 i 988 AR R R Ay F LS AN T s 2 A R
BLARGEIRANIR R o B W5 AR AWk g it
A7 N 1 D S D25 e e o /K N S DR R a1 U
36 S h ) S0 A R MRS R AR e T R HRRE SE 1Y In-
cRNA 582 5 1R H 5 5 7% 38 % DL R 3)
TR RS, @il 2 2R 55 5 e
FHER YRR SE IncRNA [ Zh g FH L], A B T 548
5 e e Y T 1 T RS i, D I PO 1) RS ) Y T R 24
FER PR AR -
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