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[Abstract] Long non-coding RNA (IncRNA) is a class of RNA molecules, transcripted by RNA polymerase
I, which consists of more than 200 nucleotides and protein-coding function. Many studies have indicated that IncRNA
plays an important role in epigenetics, transcription and post-translational processing. The abnormal expression of
IncRNA significantly correlates with occurence, development, and metastasis of renal cell carcinoma (RCC) and
prognosis of the patients with RCC. This paper summarizes the advances in the research on IncRNA in RCC to reveal

the mechanisms of the disease at the molecular level, in order to provide new methods of prevention, diagnosis,

treatment and prognostic assessment of RCC.
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FERCCEA . RIRTIIEAE S FHLH
1 IncRNA®&/
1.1 R4

X N FEH AP R, A /NT
3% HE K g H, 1K T 80% M) & KA A
AEAMIIAE L X sk g S
FIC A RNABA A 2 iBRNA (non-coding
RNA, ncRNA), il # K JE K F200 % H Rk
HMIneRNA, T /N FAEF 200 % R FR N
HHEncRNA. HAY, IncRNA#E N ZHRNAR
A 1 5% 5 e nl AR By ok, (A= A & T
WCBREAE 0 AT LI, IncRNAZEH 3 5
IR F 2R A gt 2 PR A, HLH A 37
Bz ARSErE, BN IKEA 2R S
O ML, BIURF A2 0 1 IncRNA A
B @ Wfastiidt, RIE—4H8 sS85 n
A K B A AN F A IncRNA R k7. H AT
X T IncRNA T figg i /b, HEARR % L RAEHA
Frdb—2 9T . 5835
12 4%

R 405 LA 5 PR 4 AR B b R R 1Y)
P, ALKIneRNASR S K. @ iF Ln-
cRNA, S[a7E—ZFEHEE 5 H gt 3L 1 5%
S —5; @ K XIncRNA, S[a)fE—43t K
1R S SE R G FE S A R ;- B 3] In-
cRNA, W #s5; @ 3 PHMIncRNA, IncRNA
KHEFPNEFXE; © HFEEIncRNA,
IncRNAK [H T W1~ 85 11 G i 52 PRI 1] 174 DX I
1.3 e

CAMSIESS, IncRNATEZ B Y22t
FRONFRMBAL s | Bl Sk | B SR I A
f#/PRNA(microRNA, miRNA)JEE . 414y
b K E h EEEZNIER, IncRNAS Ak
W, JLHS MBI E VA C, W
TobRE O I A5 95 R T JR R i e 4 0
I, IncRNABFFT WK i 3l o SRR i s 22 1
KR, FFOTREAE N 2T 0 ) bR 25 P 0 T B
Zif.

2 RCC#E%IncRNA
HETARZAF5E LB, IncRNARY T3 ik 5

VLM &k . RN, Maloufs ®
I FH A A 7 4 AR %4754 i & RCC AR 1Y
IncRNAFL S HEATI T & BL1 934/ IncRNA K
HrEfi &, I ERMITFZHERCCH R ERIEN
IncRNA, 7ERCCHYAHA: . KRE . SR is
KAEETENEN, NRCCAHFHLE . 2iRm
AR Pt —Fh 2B Yyl .
2.1 HOX# FZ A XRNAHOX transcript
antisense RNA, HOTAIR)
HOTAIRE —/Mu T YL ek 12q13 I [A] 5 5+
JECHE A [ IncRNA, K& K2 158 bp, i#T5]
PN 22 IR AT RRAL I R e Ak L R R
wR RN, Fik LMAHOTAIRYEVF Z Mg
hORAEEE RN, L . AR R
i R4S B s U0 L A AT E MIHOTAIR 7]
REMIVE ML Z R IR A 142 (polycomb repres-
sive complex 2, PRC2)F#fi 2 FR 4 Mk i F 2
fiti 1 (lysine-specific demethylasel, LSD1)/fHi& T
- 1TER T 7 K -4 B3 4 (corepressor of RE1
silencing transcription factor, CoREST)/[Hi& G
- 108K ¥ % A+ (RE1 silencing transcription
factor, REST)E &A1 5HS | 37 Ui 4+ 55,
S5ETE WUN EEARPIE ) 20 2% 2 [R5 5+ 2 D(Ho-
meobox D, HOXD)JEM I, #EifithBhiafs 45
FIH3K2 7 34 FTH3K AR B 364k 1 L 1
RCCH, Wus BRI R B, MR I A
SUNIE R B4, RCCHZULRCCANIE AR (786-0
FIACHN) (YHOTAIR 151 M, Ff7EiR
. APIIRESEE AR LIESE . #I HOTAIR %
KRB A0 55 RCCAR L 38451 . 1B RS A= 28 fig
1, RSP T, X5 22w A o
AIBFFEAH—3. 1e4h, ChiyomaruZ ' #F58 K
B, 7ERCCHIMIH, HOTAIR 5miRNA-141f()3
KRG, I AMmIRNA-141 A RCC
Y it 34 A AR 22 R ), i — P R,
miRNA-1417] D) —Ffke 54 551 S HOTAIR S 5
FAVHIHOTAIRAYK K, MMFERRCCAN A 51
FRZERRE S . BEAEA F5EIESE, HOTAIRFI
miRNA-1415E 5Ago2 B G WM EAEN, HYS
miRNA-14 1A HAE 1 Ago2 52 &) 24 f#HO-
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TAIR, UiFHmiRNA-141/2f 1 5Ago2 A0 HAE
FIAAF AR HOTAIR KL ¥ L 25 Bk,
HOTAIR 2 —Fh {2 IncRNA, ZmiRNA-141
SR R AE, JFTEAR N . AP SEIIE S,
IIHIHOTAIR 3k AT FE AR CCAH AL 1) 3 58 Je A=
Z2HE T, MOATHE AL A PE miR- 141 R 387K 40l
HOTAIRE LR FHIFRCCHY KL . K, XARAT
REARCCHE MBI TP Bt — sl i o

2.2 MR SE A A X HF B F 1 (metastasis
associated in lung adenocarcinoma transcript 1,
MALAT1)

MALAT1E M T @aik11q13 -, HEIK
FEIE /N B i e g A B A 44, AR BAE
W2 Mg RIs B, s . LR
W SEImdE RS REAE  mZzhedE 0 E
it MetaZpHT AL, MALATI &5 B EH AL
RN RN B I B4, A IMALATI1A] g
VER IRg i 78 S i 1) - i W T R o

Zhang#: " FERCCHBFIT LB, ML TE
SFIEH A ZURIE & B 4 RHK-2, MALATI17E
RCCHIZUMRCCANIE R iRk 1y 3% [k,
HH RN L 55 g RN o e o3 S Ak 2
SR ARC, M RENER . . 48
TR EEFE IO G, il i Kaplan-Meier /3 A7 i
N, R IAMALAT Y 37 B 40 g 3 AR
Pk BE SEAERS ] I B 45 5 [ 2 A8 R4y
M), MALATIRRIBK . HEE009
I U 45 2 % T e 3 B 35 02 B 3 ) A4 O R
SRR WS R . 1A, 2P AER
SMRMIACE ISR B, MUIRMALAT 15 fifi i3
KT RERE A RN RCCAN M RIS 5E | T FE I
{278fE 71 . Hirata " WA R0 LM, It
— I XTMALAT I/E B 73 FHLEI AT TR,
R TREo5 AL, 55k Fos mRNATE
RCCHL PRy RIL B EN H, HFos mRNAFI
MALAT1Z A B R R EM, HIMOLER
fiti ik 5 W, FERCC 786-OZHffi &, Fosh] H
P4 G FIMALATIL |, X BEHIFERCCHY, Fosn]
IEMPETTMALATL 3R . 1AL, BEFAENRIE &
B, ZesteR:H 1 5E 1 [F]JF 42 (enhancer of zeste

homolog 2, EZH2), fERCCHL KA, I
EHERCCHIER It A, H 5 Mo % 8 K il
JEARBAESE T ABATR BRI
a8, BB RNAGEETIE R Y B,
FERCCHIEZR T, MALATI SEZH2M B AEH,
HAERCC L, MALAT15EZH2 mRNAZ
EIFAX, FIKIERCCAIMIT, MALATI1 WA &E
i EZH2 RN NN g . deAh, BRAEWRIE &
M, EZH2IE e vE H3K2 71 F RAL Bl 5L 1T
Bk S 5 g R R RS R Y L T b -]
Jii %4k (epithelial-mesenchymal transition, EMT)
FE bR S A A i i A A, R
TERCCIEMTRE R, A 9 56 PR 495 28 2
EJLIH (E-Cadherin gene, CDH)WRE "', %
T, L "R &I, Wit % FRNA(short
hairpin RNA, shRNA)TEUHEZH 2T AT 4 il
RCCAMEIIRZEMELFEEE ST, M L% T CDH1
ik, #F—2EF ChIPSZES & ¥, H3K27me3
Al 255 B CDHVER JE 3+ X, Jf H7ERCC
ACHNAHI786-O 41 iy F i il 5k EZH2 g i 25 I A%
CDH1 RN 5 81 X 8f,_FH3K27me3 45 4%,
ok, HirataZs 'S HESE AL, CDHIERCCAN
JEARCCHL By 2R3k W FEIL, HCDH1IA
MALAT1 mRNARFRIRE ARG, MFRMALATI
J&, EZH2FRRWEIEN, MCDHIFRIEH WE
o, PR AM, @BIKMALAT1J5RCC
A H3K 2 7me3 [ 36k i 5 R, BRI, e
MALAT 1] figi# it H3K2 7me3 4\ S 1 EZH2 S [
RCDH1 A

TERRREANAE T, Wntf5 518 G S 2OR 1
iR Ak B- 32 BR 2R 1 3R B 40 it 5 b O 2 B2 2 41
W, H 5 TCF/LEFAE M M 78 5% K F- 0 45
Wt HFREER, We-Myc, MEZH2W ATE#EWnt/
B-3% P11 (B-catenin) {55 P AU M 15 {k . Hirata
A LS SLTFR RIR, si-MALAT1# UL ERCC
41 ifd H 119 B-catenin Jz c-My e ik [A] Bif I 35 41K,
RS AERCCAM I, MALAT L@ & EZH?2
P EMTHIB-cateninfF =i f# o A 4 H B0 AE
Mo SR, 7Egs ARy, #idRNAZS
A A MR TIRE I EHE K MALAT1 Y
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B-catenin EL A BAE O UFYE . Ik, MALATI
FB-catenin|a] () EAAAE LA T E— R 5T
i LRk, He-FosPiiMALAT 1 g Refe ik i
AW R, TTTERMALAT 92235 513061 T 3
JAVERT, JFE S CDH1 I HE R R I B-catenin
HANHEMT M55 ALEZH2IVE ]

MR A WFSEIESE, miR-2057ERCCH & 445
PR AR, mAE BB h, miR-2050]
S5MALAT1%5 4 I B RMALAT 33k (200
Hirata%F ' Xt HEATIESY , & B L T 1E 3
RCCHIMIHK-2, MALATI/ERCCHIff £ i1k
Hm, MimiR-2057ERCCAN AL 2 (1) 23k ) i 3 [
fit, HTHMALATI5RiA)5, miR-205/95R A i
FHhn, AR 244 FEmiR-205)5, MALATI1/Y)
FEE M B E AR, X FRIIMALAT 1 fImiR-2057]
AAE G A . BeAl, BRAEAFITIESE, fERCC
1, miR-200sZ5 TEMTi 2, HEERCCH
miR-200sFRIK P T~ , 173 %A miR-200s)5
i FMHIRCCHN M Ay 3G 58 S kA5 R 7, UhBH
TERCCHLZHFIMIE R NVEH o 54, #HEE
G4 IR A8 24 (zine finger E-box-bind-
ing homeobox 2, ZEB2)#ilisE+8E & 254 IR
BEHEH2EH, ERCCHMIFE LB, ZEB2HK A
R, 585208 ARG, HZmiR-205
L 2 — 27 B R B, fERCCHA,
MALAT1 7] Wz ffifmiR-200s4E Sk e 4P N PR 1
RNANAEHZEB2 Feik BRAHEHAE >

LAk, A HRGEE, fE/NLRCCH &R
t(6; 11)(p21; qI3) Y afk b, HAEMALAT1Y
5% A -F-EB(transcription factor EB, TFEB)J}:[A
KRG, M TFEBjE:— A HAR R iE 52 s iR hr ik
ZEREE RN T P X UEWIMALAT LI TFEBXE
H R 5RCCAIFHLEIA &,
2.3k RAFH A F M # R K5 (growth arrest—
specific transcript 5, GAS5)

GAS5Z—/ i T tafk1q25.1 1, JfF&
BEZANNEFMINE T IncRNA, KN
4 983 bp, [NHAEAE K5 A b s A gL I
IR . Qiao%s I EERCCHIISE & B,
FERT T 55 A URNE 7 B 40, RCCHEARZHZ

FIRCCHN L R A498 1 GASS 1 7235 /K- 2418
T, IFE A SRS, i RIK GASSHED]
BAPVHIRCCANMIPRA498 G | 7 MR &1
I, IR A, FEFLRET, WAk
{LIBFSE, Mourtada 7' BIFFE & BR, AR T IE %
FLIRANNE, FLIE AN GASS B kA W T,
IFAUE S 328 %2 38 GASS Rt 37 00 i 2L e s 240 L A=
£, IR T, BRI GASSIE—Fh i il
HlHEH . 28 EFTR, GASSIE— P EIncRNA,
IEAEZ A I e s, [HHAERCCH BAVEH]
PURAD R i — R0, XA A HRCCHE iR
IT PR AL BRI
2.4 mRLEET 5 F1- R LA 511 (cell adhesion
molecule 1— antisense sequence 1, CADM1—AS1)

CADMI-AS &M T 4R B 535 1 (cell
adhesion molecule 1, CADMI1)HA—A4Mg 7z X
FF51) | IncRNA . CADM I 2t (1) 28 i 5 B 43
BAMGIMRE NG . BIEMR R, Hiar2
g v IR T, anits . R . FLRE AR
FREESE 2L Yaod 1) A % WA A M TS R
B, MXT TSR, A2 CADMI-ASTA
CADMI mRNAMYF L R, HCADMI-ASI
5 CADMI1 mRNARRIKEIEM K, dE—BARIh
M RES I & B, THLCADMI-AS1KIARE
PERCCHAMIA A | 1288, RIS T Bedh
WEM, CADMI-AS1ZRIE N5 B 7 B 4 A i
Il R S 5 B 2 ARG, HAR L TCADMI-ASI
FRIAH A, CADMI-AS MRS BB EUA A
ST A AT IS (VSIS EN R 20 o) a1
R R B . A RISR 26 D IR IR B 23 (Amer-
ican Joint Committee on Cancer, AJCC)7#i4h,
CADM 1-AS13RIR KA1 2 VTAl B 375 B 4t i T
JE—NEERMSI KR, B Y], CADMI-
AS TR RETE ¥ 175 B 20 s 1) & R RN i v i 4 E
BPERT, (HEAARBLHR M TR IRAIRT
25 HI19

HI9& 55 18 A LAY IncRNA , &7 Tk
5 ZFEH: KA F2(insulin-like growth factor 2,
IGF2)ZE 200 kbyw By, Ff4Eim gL tafk
Lpl5.5%kilX, HA5IGF2EPIM i —Xf 52 H.EN
WCEER, P HI9 R ACIRENIC L, IGF2 R k)
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JREDIEIEN , PO AR A2 H19 b Epic s XA
o AR R EMIE, HI9REKV-RE,
i A R BRAME B LSO LA — B ik, H:
fls R R4 LR KB Z4MH P L AR K
B, AR R N A BT FEmIRNA-675 1)
9 T BRI IG AL B 2R K Y T AR A
AR TE, WAERCCHY, XFH19-UA AR i HF
5%, PidsleyZs ' %5 BRI IR B H193 55K
AT B, HI9FIR R T E, e 3ERH
IGF23RIKI . il E—20ao R, WM&k
IR S0 H19/IGF23 6 BV 3 PR R 41X (1) S+
wHIEAL TS, B 3G 5 BE T B
R, H9FE B R4 LI 38 5 2o R v R FE EE Y
YER]. T WangZs B FERCCHFFE R R B, AH L
TR IEH AL FIEFHK-2F 40 &, H197F
RCCHZLMRCCAM R PR IES BiF, HX
AW FE LIRS Ra e, By
el AN N | NI E A3 7 A L iy N N
XK, I H19 ZR3R8 K- 7] BB S22 M R CC
Ja B —ASE R ZE, ELZEAR SN0 At 1) B S 50 b
FERIBL, TIRH19FIA ] LI H RCCAN L A |
TR ARZERE ), ARSI,
2.6 FafefEin ki REEF1(renal cell
carcinoma—related transcript—1, RCCRT1)
RCCRT 1 T Ht{K£5:137801181-
137805004 -, 7ERCCH 8% 1 R & I H H 45
£ 10 Song®E UHISE AL, MK TS IEH
441, RCCRTIFERCCHLI ik i LA,
HRCCRT1Y A FIAKE-S5RCCEE I ARG
PRARAF S IE A OGN, Qb Ko . . e
RO R, WS AfFi& £, mk
IKRCCRT1HYRCC B H Bk T 25 sl b i # m]
etk Ak, #/RRCCRTIFRIAKF-HRCCHZ T
Ja BAAERA K, W RN S B, T
PLRCCRT1¥ L FRCC ACHNHI786-0O41 it £
1258 . I HE 1 W E PR, EIIRCCRTI
FERCCHF R R EEZAEH, IS HUEHC,
AT REAE A T R C C M 7 1 K 10 19 26 W s s
Y, (BFZREEA . KB RIESCRCCRT LA
RCCEHSFLEFRZIMP KR

2.7 Sprouty ] & B 4— M 4-F 4 5 K1 (Sprouty
homolog 4—intronic transcript 1, SPRY4-IT1)
SPRY4-IT1{i; T 4L fa.{4&5q31.3 . SPRY4AL A
— MW EFXE, 2 DEYFERDIAL T E
I EAT687 bpH AR BYHE N Z AR TR %) -
SPRYAREDH J2 22 54 )i 3% AL AR 1 P (mitogen-acti-
vated protein kinase, MAPK){E 5l 5% 5324k
PO, AR T B8O R RASHE W L, I
ST BRGTP-RASHIE AL, TiRas2-MAPK/{5 %
R SR R RIEEDIRX D
VEIRIFSE % B0, SPRY4-IT17EZH iad b S 3¢
R E B, QRN e A
R 1 Bz g 7 ZhangE DY BRSE R,
AH H R 55 10 H 2H 2L RNIE # B 40 i R HK-2,
SPRY4-IT1{ERCCAHZIFRCCHNM FR P i) ik
W3 LR, BRI G LB, A
SPRY4-IT1 1) 43K BEH AH| 55 RCCAN M 3451 |
IEREFIZZRRE ST, LAMNA K& BLSPRY4-IT (1) AHXT
RKIXAKFE-SRCCMHL 09 . Mg s . ik
ELE5 5 R M AL FE R AR OC , T J8 A AR 1
PERIFI IR RN G, RIH AT REZRCCAE
AN S N E, IR A RCCRE HEIR T )
TETERE A
2.8 AV 2L e g A8 K 45 K4 1 (neuroblastoma
—associated transcript—1, NBAT-1)
NBAT-15E i Tyt ik6p22 I, HAITEM
28Rk A R R TP R B, O R S AE o R
R DI VE T 2 0 XueE H0 fERCC AP A
SRR, AT 5% IE R AL UM IE B 4 Y
ZHK-2, NBAT-17/ERCCAHZIHIRCCH I Z
F 8 W E PR, HARSMEM S UESE, T4k
NBAT-1%ikJ5, RCCHNMIIGE . TR MIZ7RE
EWAOR . AN, NBAT-13K35 T 5RCCHLS
O, BRI . SRR R SR A A R
W A OG, JFIESENBAT-15R15 K F2RCC AR
FHM L BRI E O BRI R I, TR
Z B IR P NBAT- 1l 4 NBAT-1/EZH2 (A1 H.
YER AR, X 5 HTSCMALAT TR AL
T2, A SRR SEEZH2AERCCHUE—FhEL
FE -, HOH AT B A 52 e il 45 P R AR R IR T
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(vascular endothelial growth factor, VEGF)¥ %k
AR, I EZH2 AT RESENBAT-1HIMALAT 1 &
FEVER — AR s . [HZERCCH, NBAT-1
RAEMIEAVE 0 73 FALHR MAE R, S ik —20
HIE o

29 HAFFRHRTF —1la(hypoxia—inducible
factor—10, HIF—1a)

B4 15 S N F-1(hypoxia-inducible
factor-1, HIF-1)Z7EBE KM T ALK N 4
) — e S 7, IR T2 AR TR T AN AR S
FLoh APy, J& R HIF-1 o flEk A% S
“f--1B(hypoxia-inducible factor-1p, HIF-IB)H |~
W IELH A S IR R AR, P HIF- 1o A AUk
P, TESRERE AL T, HIF-1an] 05
VEGF . % Wi e A i 2 2 4B 2 R 48, A
A L it A 3 E LR R AR BE 1 L
(L PRIEIE I B BN, JF H R HIF-1afE iR iR
A8 TR 80 0% v Jed 1 P i A vh R 4% B AR
AU BEAERFRR L, AL TFEE IR, M
Vo T 05 1R R e BV AE , ol R
K HIR A T A HIF- 1ot g Rk, IFCIESE
HCAE it 2 400 L 1 5 % SR 4I5S 1) A L O e
R AR T L Bertozzi%: 'Y fERCCH
W5 R, AL T HIF-1a5 3 137 35 K AR f L ln-
cRNAFRIE, BB g nmkeqs, Hrp
5’HIF-1aJt AW 5, H Thrash-Bingham? ' ff
FERI, HAEFLORE B A0 s v 3 HIF- 1o 35
Ik, LSRR A A g b R R A
W45 AL, B L Bertozzi%s ' IA 5 HIF-
VoA RETE R A SCHIF- 130 8 rp & 4% — R VEHT
HABEMNRCCHHERY Y R TE2G 4 . 13 HIF-
1o 15" HIF-1afERCCH AR Y BARIE A T E—
LT
2.10  HR AP IE K FE 3(maternally expressed gene
3, MEG3)

MEG3ENL T N R14q32.3 1, JF 5
DLK1JERF DLK1-MEG3ENCIE N, K ¥ H
35 kb, AWFFEARIL, HALVFZ MR b k3
i, WEE . 45 s RE S Y T
RCC, Wang% "' BFFe kB, RCCHRA KA

Jifi 2 (786-0, SN12)H MEG3 )ik /K -1 b 2%
FEA, E—BRIMN T RE LI 2, Rk
MEG3fgfe i RCCAIMII T, Wit RIKMEG34:
U5/ Bk T 2 f1 988 -2(B-cell lymphoma-2, bcl-2)
FIDE A& b1l ) -9 B (A R 3Rk, T[R4 in e 4
M OBE 1335, JAe 7 40 € 28 e m) 40 B I 1)
MR, MAMEI, bel-2 mRNARKIKK-Fl
MEG3ZFIR TR RS, A AENMEG3 AT fig
T A PG SRR AR R AR HERCCAT A T,
X AT BEACH RCCHE IETRTT BT AT A
3 #iE

RCCH RS . KIERE—NZHER. 2L
MZH B E A e et 8, HALR R 2R
AFERK-, TMilncRNA Y & B3 R 5 24 X
—EZMF T, HAFSE & I IncRNATE R Wit
et sk RSk IR K L AR A M R B A
T REREBENEN, B 5 A28
X, JeHOEME . SR, HETIncRNARAFTEAT,
b FRIAER B, TERCCH MBI 3/, (HHAE
RCCT T RERS A IR, ATARYE DI RE 4> 2 b .
@D FUEIncRNA, WHOTAIR ., MALAT1%4; @
P9 IncRNA, WGAS5. CADMI1-AS1%, {H
HAERCCH BAR S FHLEI M ANTERE, XTI
RCCHHEIncRNA 145 % P L8 Inc RN A ] 3 53 1]
9 IR R DG ) DG el I PR ol ok R AEAE T, X
A B IR CCAH G HY 73 b 25 W) A ] 96 97 oL
B, FERCCTRR; . F 2 W AR a1 3597 Bh v
i, HOTInceRNAYERCCHEFHLEIF5E 2+
WA, JE R A RCCHIAG IR 7 S HE T 1y 2 e
i

(& % X W]
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