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Emerging roles of long non-coding RNA and protein interactions in cancer research and therapy

A HRR R, ETEFTA( S _EERSF LASHAMBERLAFER TS EHE, Lk 200433)

[H Z ] MRRRA W AN N AR 22 HE DR 3Rk S RO T AR AR A ks . b, SRR I BE AR 4 5 RNA
(long non-coding RNA )i id 58 H AN B A ], 715 558 & RN IE K H I REAR 42 450 2L D I 2 g Rk 5
TIRE , JE 0520 [ 1) ¢ A= TN R T o AR SORE Rl 5846 i e 40 M Ine RNA -5 1SR ELAE ) BB bIE 7 08 i , 285 6 ARG A i) 1]

ForFHL, IF45 5 I RO FE TR AT e Al BELIBT AR P Inc RNA-SE UM FLAE T, S AERR IR Y7 B T
[ RE&1R ] RNA; KREEARS IS RNA; 8 H 5 i

[ MESZES ] R730.2; R730.5; R730.43

HHABAESS RNA AHLE , IncRNA KK K
F 200 bp ), BA E IR0 g s s sty 3 B
B IS a o el = W I = ) R N e 2 LIVl S B E S
P2 Y BYE RN 2R, RS ERY IneRNA
N5 At A3 ()RR B AR FH A 3 TUAE bR 52
FIHGE  FERE AR R, IncRNA 431 A L3 i 22 Fif
A EAE R AE DI RE - anil i 45 5 gLt il 4
B R Yt 25 R 5 3 o 45 A 26 OB 1 i O 1 3R
WAB IR s B 4565 5 ARG 57 S it
5 mRNA .miRNA %573 25 5 5 WX 28 RNA 701
PESE . H IncRNA IZAIE S5 E AU EH E
YERT, 23 i A 458 Vs A R SR 5 | A T )
FRANTE S Ihhe, 2 505 kL JE R 3R
AR R T SR ER

RNA 588 5T i A BAE FH &3 i fA7E i BR
T4 MR RNA 454 11 ( RNA binding protein,
RBP )Z Ak, 1R 215 5 id % 25 1, % s/ B iR 45 1
H, Q45 5 1SR LS IneRNA 254, Jf
HE T 2L RBP H1 A RNA 4545 844( RNA bind-
ing motif )Z &b, 4 [ 5t A HA D RE S5 A Sl AT DL S
RNA #4565 55— J7 1, RNA BFFEE AR R 1945,
fifi A% RNA-ZE 11 5T 0% AH B A FH A 55 50 7 88 280
25 RNA 2568 H 8 UTEH AR( RNA immunopre-
cipitation , RIP ) 28 4h 38 K e % UL TE H AR( UV cross-
linking and immunoprecipitation, CLIP ) \RNA JF 4 B%,
1435 AR( RNA fluorescence in situ hybridization, RNA-
FISH A 1 B0 A A& Ji , fuff D A< S AT 6 38 25 i LU U
S =S L RNA 5 BAH AR B AT RE

RIP B /R TVF 2 £ MY IncRNA-ZE 1 BT AH
TAEH (H R RIP H AR JG 32 50K 1 00 8¢ 5]
HEAEE 1 IncRNA {7 51, CLIP RN B 1A,

[ T#k#RIRAD ] A

[ XEHS ] 1007-385X( 2017 )04-0429-07
BH 256 nm 2E4ME%F IncRNA F1E [ B2 BE, IF:
FHRZ R B 4 % 38 43 RNA, LIRS 5 E A R4 6 1
RNA F B¢, CLIP B4 w5 i 4 I ¥ 3% AR ( CLIP-
seq ) BB AE 423k PRI A K S 1 ULEE 31 5 8 1 oA B4R
FHEI RNA G547 5, 450 T ZHRF5E R 7. i
RNA-FISH AR N fE #2435t IncRNA 5 8 1 5 1 25 [1]
1V 5 22 B TR A0 R Vb (R RS B 22 47, N F# BT IncRNA
AIShBESR BEE S K HE , 201 IncRNA MALATI1 5 i 1
BETRNBIRZEE S . Bedh, I THFSE RNA mgidiis
HIAHSEH AR DMS . SHAPE Z5°0 Wik AAT#I A In-
cRNA B &5 H TN IncRNA-ZE (A 1R FH AL o5 Ky
CiNi-8

1 BB R IncRNA-ZE A KRB EER

409 IncRNA 585 H A B AR T A [ A9 HL
il H— B Y RNA 454 458 3 RNA binding
domain, RBD IRl 345 & HA 52 —HE5H Y In-
cRNAM S H = A7 28U 2R 1R 4 IneRNA ALK 5
B REER R BAT SRR = R EAT RBD
(A2 1 BT 38 o oAt 77 X255 RNA, 41 IncRNA Gas5
ZE O BEAZ Y DNA 254 25K 11 ), 1 PRC &
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HYWAEA RBD, HIA] 5% IncRNA A EAEM , 1M
AL i A B A0

FR4E IncRNA 75 25 11 TOA BAE H 40 3 1 AN
[l A, DR 9 R 4 FRPE VLS . AR ] A
SR Bl RPN . XS
FHPLHIELFF L T IncRNA B3 09 A4 Wy e
1.1 &aiFm

iX—2K IncRNA E45 4 8 H 55 , 38 2o BH 8 285
F -5 AR 4> 0 R ELVE R S0 1 LR A 5t 52
M e e S e M L R AR Y 0 R A S SRR

45—, IncRNA W] LG5 &5 5, RIER 5
THEVEF , LABH LR {5 538 6 AH 5 5 DR 1) e SR R 98
HF 6 L. pS3 F1 DNA #4572 £ A9 IncRNA
PANDA , 1] LAGE G55 55 K F NF-YA JEBHKH 1=
AHSEIE K Z24E ) AT BH 1L DNA 4055 S T %
AT AN, A LR B A K R T e
S 1 IncRNA Gas5 W7 “ 515" WA4E T, B4
W TS 32K 1 1 DNA 254 5, BELUTIS 1z 3 08
FRIEIE B BRI A T I 4 AR Lk
WA 8T SR, FLARFEE AN GasS K23k, A
TSR TR AN MR DU IR B R AE TR fE . B
A FEIE H ZUNR L R 40 M %) 41 i B, IncRNA- NKI-
LA H44E 55 kB BIBERR A7 5, DABH W FL IR 16 A1
NF-«B BTG AL, B 1 NF-«B {5 5 18 3% #0136 BK
T 7E LRI 20 21 b NKILA % 2 25 W48 7R i 546 7%
JRUBS 8 K R s AN RS MR, Ine RNA AT LB
4G R A LME R fL, W0 Inc-DC 5 STAT3 B
Feah 4 BT SHPL X JL e i 2 Ak 1 L 5 24 iF
STAT3 WAk 8 Fa A 2 R 4n g 2 Ak i T gt 77, 4R
M AESSLIAY IncRNA 78 g v i 2R DLARGE .

55—, IncRNA BENZ 4, A Y {0 i A ¢ 8 H( chro-
matin-related protein ), 4E4F Y 0 (R A2 M. iR 41
11— A L FRU R A 2 Y £ (AR b A8 R 52, 3 (45 i 97
YA R AR AR R . PUMILIO 28 1 B A P&
A 22575 FEAR DNA 185 A ¢ mRNA % PRy
IHEE, HER M X 2 mRNA (9 FIPF, M7E1E # b,
KAFFEIAHY IncRNA NORAD BHIT T PUMILIO 25 14 .
YA FEEE NORAD Ji5 W) 5800 P A AN Fa e MR £
PR H AT, NORAD 78 i 41 40 rh 2 75 36
IR IR DL, A4S BHIE S, NORAD W v] #8
R e A R R B B s, L ] LA IR T Y
FEARAE AN RN FH o

95—, IncRNA Z5 5 AT EME G, W= R
TR/ IMAE A . INAE TEH O LA A H, IncRNA My-
heart 245G SWI/SNF 2 &1 Brgl W3, DIRH

T X DRI 2 7 S5 i R0, DR AP0 I DA B 1k 2 2 o0
JULRE JEE L A L H, FE R 51 OBR E P, IneRNA
SChLAPI 3 T3 SWI/SNF &2 & ¥ SNF5 W3k,
S L 0 35 DR A /IR 2 67, 384 5 1 37 B9 1 4= 28
SR RE A 02 {0 SChLAPL J&75 5 SNFS 4%
AHAERE,
1.2 ®axR

IncRNA AJ LIFF i3k 43 F 1 TR, i 5 4~ sl 5k
MNEASFIERE G, N SL R R A Y2 DRe

IncRNA 1] LLVE N2 F 19 SZ 2848 B A% AR nuclear
body ). & HACF P IncRNA NEATI'*! Fil MAL-
AT 2 e 323850 B 125 B paraspeckle ) A% BE
( nuclear speckle ). NEATI %44 SFPQ.NONO #l
PSPC1 % Z & B i 5% B O 4 HoAS e, i fiff
HA A-to-1 fE1i i) RNA W 8RN, LA T iE—25 11
BIRSE R 2 ZEFLIRFEREAS R 10 bR R
BEnT Lhifs 5 NEATL ik 75 e, 55T it fil
ZTb i A0 % HE A SCHE P FTTR mRNA s B4 A%
v SR TR 40 i A7 TS B DL {1 F1TR mRNA
THS B b P A A A 0 A B ISt A BT SR
SELFLBR R AR R p53 AT LU SR AR NEATI, IR
HESGBE I T W, B B it 3 pS3 A & 0 4t i UM
T2 EE S AR 5 2 S X AN A
B 2l , MALATL 254 2R B 5T, 2 5
A AR B3 R R AE S 2, FEME h, MALATIL
SR BIMGENT ) RE, WATRF A B, 7E
T IR AR /N2 i T 98 S8 2 1) Jiek e 240 B, MALAT 119
i i RN R BLA R R ST N
SRS, RS 40 L rh s R A 1Y MALATL JF A2
VEREME BT UL, 2 (2 F 22 o 90 77 B8 R OC 1) i PR 3%
ik, E bR MALATI J&, Hom 4k % % 68 71 45 21 H|
592 A BT 0 R, MALATL R Rk %
B IR G 4E R SN AT FE P . MALATL 76 e
R RS A RS HEAARPLER afar, iX
S n) AE AR E— R

IncRNA iR RESS & 2 MR MBZ A1), MR &
FEBEMIVER . IncRNA HOTAIR 7 L1454 PRC2 B4
Y FMl LSD1/CoREST/REST & & ¥, 7 % /v &
H3K27me3 &M il H3K4me2 2B FeAb G4 , F i 0
i Hox FERFERIFIL L FERT I IRIE L LUH , In-
cRNA ANRIL 2 ik 5%, H #8 [/ i} 45 & PRC1 Al
PRC2 & &1, %5 95 35 [ 37 25 INK4b/ ARF/INK4a
AT LA AT
1.3 3l5&a¥s

VF 2 8 R U2 G AT D) Be A TR 5
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PE IncRNA 9515, IncRNA 7] LRI 45 & E 124
Y15 R R DNA A5, B 5 D168,

IncRNA #1155 R B 2 G Pt H iy 3 A
PEAHEA , VR B A FER G 58, 2 IneRNA R AER
WABM D R EE iR, R ARERENEESY YR
PRC2 1 MLL, H: 43 5 o] LA 5 4% /N H3K27me3
H1 H3K4me3 &1, I8 45 3k PR 2 15 198 300 1] 1 3% AR
Ao Hoh Ay VLS I B 40 DNA H 3% L DMNT,
DNA £ HBALEE TET 55, AT LB 4% o o] 3 L 5
IncRNA 256 %) B LR T . FLARIE B HO-
TAIR REfS4H5E PRC2 X PRG1 . JAM216 254119 5& X
HEFTAB T , 5k T L 80 A0 e 1 ] b9 28 38 v 2
KAERERS  HOTATR L3 i[RI AE B 77 A R 45
e, It HHm BB R PR AR, fEIER
I, IncRNA MIR31HG #8455 PRC2 ) 319 5 [H
INK4 A A5 - 40 il HE 3% 38, 1 76 40 i o & R v
MIR3THG W DA INK4A A7 153 £t 25, 41046 /5 FH Bl 22 0
K000 MR, IncRNA L AT LR 35 DNA 25 H1 34k
iy, R SEA I L A B 2R3k, A Sz L% RNA TARID 38
A FANEEE TCR21 J5 8h 1 X A4 25 1 30 PE T,
P HGR T . — AN TS Xist, & 1T LA R B
G 2R AR R R R AEH T
R A, AT X G o R 2 3 R 5 PRI 38R /N BRUIY
T I T2 Xist miBR IS, /N BB AR AR 28 PR v AR
B IR Xist AT M kA X P PR ES 5
Jifrge 1 A A R

IncRNA AL H S| RE S EAS 5F 5 H K
FJEES o RIS BF S5 19 IncRNA PCGEMI 1] L)
HEESA comye A, SN EHWEHFWF ST X,
AL R R 3 5 S QR AR A A DG IE [, Tn-
cRNA MEG3 figf¢ 5 p53 #HEAE i1k p21CIP1 4%
p33 LA B 5% 5%, IF H MEG3 5 p53 AYHH B4R
P T H e 0 i — A Y SE R UE 52, MEG3
A LLZE 4 pS3 11 DNA 25445k,

1.4 JRA4ZS

T X AN [7] (40 A= iy 2t R AN A LR, IncRNA il 55
IR ELAT B ) B 25 R S R R AL 2R SR R L In-
cRNA 7] LME M FEE 155 A RIEE &,
K R 45 e S T R SRR R GA

IncRNA 1B R85 S0 Ye @ R B 42, 14
PR FRIL . AR, pS3 fEUkH B A3 N %
SR 25 AE H RS A 34 58 7 DX 4 LG S
H45E T RNA( enhancer RNA, eRNA ), iX 28 ¢RNA 1E
FTEAE 5 5E RNA A 1 45688 8h 71X, fir
LT 58T 505 o 7[R0 28 (R BE 25, LA F T

BERLIN B3 A 2 BETTAG 4x E DR 4 1 S 96 R 52
TEIE & AT, IncRNA LED 7] Il i %3 ps3 H a3k
PR35 - X 1Y) H3K9ac &4, {2 i#F 11 Ji ZE A eRNA
2 3%, AR I I JE DR A 1E 3 30k | T e — e
MFEANHE f, LED Fak U8R © . ke, N4 i
F 5 PE Y IncRNA CCATI-L il it 45 5 M4 E [
CTCF,$7ir MYC 3 [H (% )5 3 5 Fn 3 5 7, {2 iF
MYC (25 4 25MIRR A bk T L 40 A 1 af
i Y IncRNA LUNAR1* B4 B9 o A9 IncRNA
PRNCR1 .PCGEM1'* 4

IncRNA 1E8 DNA #1453 15 5 19— 3, = L 1A
Fik. DNA #4515 5 o LU i psS3 i 5 ) lin-
cRNA-p21, HiAl A5 S hnRNPK /EH T p21 FEH Y
Ja BT I AR B S R AR G1/S K s i fE
LT lineRNA-p21 () 2% W) 58 5% i %2 E 4> ps3 B
fREIR ik T4

A IneRNA-R (50 AH B4 A9 98 45 45
3, — SO AN 2 BE . — 2 A 5 %
TR 0 R A B 9 3R A 32 F) IneRNA 1Y
JAFE ; )& IneRNA Z 2IMF 570 F Ry Ia#E B i
SER AR e — 25 R AR . BT I, IneRNA-2R
AR B R AE A2 1L 52 0 e i i A

IEAN A — S R A TR R . Al h
FEAE = KRG e 5 B RIAR G A WIREE ) RS
AU B AR EEH R GE . T Y IncRNA W58 T
B R R FIL M RGP, 5 IncRNA 5 A4~ 5§
FIE AWM EAE, KR L, IncRNA
ST LS A0 M 2R NS 5 8 AR 40
a7 AR AR ) B RS A (T A i 8% 55 ) AR B4R
7 CAPIERY, IncRNA 7E YL 0,5 H 4 (101
i, S40E 28 EA B AEH , i IncRNA Xist 7
I X Qe iR TE R P AT R B A n] DA A
A Xist, B X Qetafhhiim % 272, i) PRC2 S-E 11T
AP AT B . A R 40 g R S A
FEFAIINGE 7 HE MR vh G (0 T 25 40 1) 98 A8 | G (05T
2B S EAEN, 2B/ WA IncRNA 76 H
HRIEDIBE? IncRNA J2& 75 AT DL g8 28 P 5 1 400 it
L IHEBE A EA M TR F—EAEE
A LLAEAS TR () 40 i 2 v 45 A ASTA] Y IneRNA AT &%
FERTITIRE? X BB TRt — BB IEIE L
2 PHET IncRNA-ZE B RBEEREMBEETHH
Rz 3

TG RGT TBAeT 755, 2 DL H %
A A0 M S F B H T R o D) EL R AR R
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B Ji A T S Sk 1 4 1) 25 T AT KN oy A S )
S, IS R AR ARO[ o AN T sl £ i A7 7
JE R MR ARAT PR T 24, BR A 1 il R R H o i o
Inc RNA-ZK 1 JBOAH B AR T A B A9 53 S i DR 10 FH 4
HET AR WAL A, AR 5 8 #2359 IncRNA
HRERRBIR YT IR SRR T2 6T, HAT, £ X In-
cRNA IR Y7 T B 32 B T A4 JpU ) — 2 i 4 %
PRI, BIVTCER fi 8 40 i v B 5 R K 1Y IncRNA
DU s o S 8 45 45 8 U R AR s 2 bR o)
FIhfe, HIRCE IncRNA (Y7 51 8 90 2544, LA BH
HS5EAFZ A EAEN
2.1 F# IncRNA & &k K-F

RNA T4 AR JE —Fh 8 2 A9 T ER IncRNA T+
Bro SR, ANFEIHY RNA THEHEARR A [ 40 i 7 A7 1Y
IncRNA FHRRA A 330k B R AT X AR A 9 In-
cRNA HEZEFE RNA T FBeo Sk 4 i 5 v i
IncRNA 4, /N T4 RNA( small interfering RNA,
siRNA F AR AT AR AL 1 TR, W — 264
973 WA A F T HEVE 5 sz SCEEAZ R anti-
sense oligonucleotides , ASOs )J&—F' RNA/DNA &
AR, i LARE S PESE 4 IncRNA If41 55 RNA i
H FEATUIE], PRI X AN [8) 240 72 37 B9 IncRNA 17 R
AR T PRCRSY L DL 2 O AR,
ASO FAR T LRI T — 26 B MR bk LI A
SRS T4, ASO 7E IncRNA FOHISE YT
007 Pt 75 31 T F SO AT I R B S I S
ASO BARENS RIAR S A IncRNA HA L, il 4,
TE MMTV-PyMT /I 5L R 98 5% #5155 80 v, MALAT1
HES) e (9 14 5 R 5% 7%, 1T ASO T4t MALATI J5,
308 3o 00 AT P A A | 8 5 200 R R B O LR AR
RS B T RO
2.2 4% IncRNA 64T £ 35 4

HETE A PR SRNS :—J5 T, By HRE 4 AL TR
( splice-switching oligonucleotides, SSO ) 1] ) 5 RNA
B bR By e 0 7 s 0T e 0B 7455, BHLE 5 4%
AR FEIE R DIRE, Bk, SSO A LR 148 In-
cRNA #e5% J5 B e L 35 1), BH W HOE i e 4 oh 2
T TR IncRNA 5 H & A AR, 155
BRI H Y, X — FR 1 LR 5 A0 A& b A
HER2 pre-mRNA 5852805 55 —J5 i, 3 i /N 4%
TG YT RNA BG4, 18 B30 453 15 )
RNA SYE W H Y, & A IR 0/ e & ik
YN S 7o R (ENE A N S N I S R A
TT TBAEE X IncRNA BIF5EH 8 R DLARGE . AHAE
TEAR AR R A S 2 I BFSE G T 33X — il

2.3 #)JA CRISPR/Cas9 # K& % A& F

255 T M ZFNs, TALENs #| i {1 4~ CRISPR/
Cas9 Y HAC B 3k 0104 3k D 2 38 F R H ot a2
CRISPR/ Cas9 45 ARANANE 13 5 Yo ik 55t il % S BT
20 BEEA RS B 1 R IR G i, R 4 0 T A B R
LT AR, (35 R G B B R A SR 5 B2 IR T
J7 A RS . 41T, CRISPR/Cas9 4 K
AT AR 5 (68 Hb o R ity T 40 B A 7 S, DA TG AR —
/N BB RE T 25 Hh i R DR Sl A8, B %8 ] DA S R
Xof 25 DA ] iF 580 35 245 B 16 97 s S RIS AIF 9
KUTT LT i) RN R A o % AR B 2 i Ty il 2%
P 3 i 200 9 3 A1 R 98 32 PR 5% A ) /N RS
HY- 05T I AR /N BB v ST S 2 A IR A 24
TE 0 2 Burkitt 3 ELE L BE A% DR IS/D EB Sk 7
SRR RIBEL 1 g 20 3 510, A — S iR vh &
2878 b S 223519 IncRNA 4 2%, CRISPR/ Cas9
TR IR A AN A S e R R A AR AR Y
IncRNA PCAT-1'®7'; 4% B % % ' (9 IncRNA
CCAT2 7 76 Jifi i vh 5% 38 19 MALATI %5, H
H, FHREIE R 25 3% R 50K CRISPR/Cas9 F A
FEVRAHAR — B2 — D MEL, ST R o 45 R4 h 7E
SRPTE B — 38w O G R S AR
RO s R G o A A AR A T =
SRS Cas9 mRNA 1 sgRNA FEGF AP 77
R X e A AN R 9 2 A PRI L, PR RR
il THAL AN R . LA, 4 CRISPR/Cas9
ARAS B 1) F5d #0365 7 AN HAth T B 04 8 FH (R0 ik 1 i
oo MER—TUH AR, L4F CRISPR/ Cas9 1E HIRIT
F-BARAFAE SR B, (0 H AR % e i Bk T A
15 R R 22 1) UK 23 B A B PRI, S Ioegd i
IEVABAR LY [P L

SR, %) IncRNA B3R 97 W 1 Il & — L&
[P FNPE AR, H—, BR Al IncRNA R =B ARTE
TRAMIREE S T ARG A 35 , (R A A PN S 30K 1 8 4%
IncRNA JFARZE 5y s =, 2l IncRNA (1 £ 57 1 7]
L, E /N USSR IR SO TR YT B, AL B IR
HRRAT BE IS WAL, AL ET UL, AR Y IncRNA
(36 7 7 % B8 e IR B 3 A BE B, 1 R Al
IncRNAFE &5 K A58 09697 7B, 0K HON FH 21 PR
ey N AU Y SR o A FIITEE RS (27 A

3R E

Bt 25 P R B & R, Ok 2 IncRNA 4 F
HEA RS FE6 I R EDRE 5T BB, 1EAAT
INIHE] T —F ik 1 7E L BD IncRNA il id 5
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EARE A EHFREEATINIIEE. X —BC
ST, SRR IncRNA AR ZE 48 B 1 7 1] - 76 b
R T S H FER A IncRNA 2 )5, 18 1 32 B 4 22 7T
VEM R F G WE AN T HAET IncRNA
TF 5 SO0k A 2 EL B o SR I (ELAS v B 1Y /&, IncRNA
I3 FIEA— B AN G i VA 9 2 T4, R E) e
17 ThRe, 78 X G 0040 d kM AR OE Al A Ao A
H1,IncRNA 70 F 38 7] LR FERZ O £ A7 T hg.
XS IncRNA 43 F B TYE NI bR S 40, A
FIRE AL R MR IR T B G R RE . H TR T In-
cRNA FRF 588 4k F e 25 B Br , 1R 22 S B 1 ) ft
MRAFAFR DL WL 3L S IneRNA A9 AH B4R
FH B o IneRNA &1 (9 D) 58 L 4% 387 19 SC 5 In-
cRNA 7345, XS B AR H AB I & & 2 bl 4
SR A R R Bh ARk IR R S S AR AEAN ]
FIEW AL RH IncRNA-ZE RS 57 BRI
I oA AT e ek 2 ] AR 8 T — AR AL
AEAE RS IncRNA 450350 25 45 g i ik 5 12 W F i
7RI I 0
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