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Research Progresses of Functional IncRNAs in Nasopharyngeal
Carcinoma
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(Key Laboratory of Cancer Proteomics of National Health Commission, Xiangya Hospital, Central South University, Changsha
410008, Hunan, China)

Abstract: Nasopharyngeal carcinoma (NPC) is one of the common malignant tumors in southern China and
Southeast Asia. Its occurrence and development is the result of multi-step, multi—factor and multi—gene in—
teractions. Long non—coding RNAs (IncRNAs) are transcripts greater than 200 nucleotides in length but appear
to lack protein—coding potential, and their dysfunction is closely related to the development and progression
of human tumors. In recent years, with the development of high—throughput technology, more and more func—
tional IncRNAs are found in nasopharyngeal carcinoma. Herein, the research progression of functional IncR-
NAs in nasopharyngeal carcinoma were summarized. Exploring the regulation mechanisms of IncRNAs in
nasopharyngeal carcinoma will help reveal the development and progression of nasopharyngeal carcinoma,
and can also provide a new method for primary diagnosis and treatment of nasopharyngeal carcinoma.
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SRR A 931 B 02 AR Y U % Tl AR BEATS
SRR PRI, oy Fi g R A0 o PUAL 8 S8 5 1Y
A A TN R A 1 R R X A R A O B
IR, e Ab, Xob T o A e A6 3 ) 30 A B A 7 30
IR SR U IR HIA R B G N R . i
ARk, WFTEN AR T VF 270 S R 1) K LR R T
b PR SCHEE A A D REPE R BE IR S S RNAs
(long non—coding RNAs, IncRNAs), 8] iX £ 1) 6
Pk IncRNAs X Sl B IR AL, A5 B TR A
$5 7 S MR8 1) R AR R TR ML, i Rl g S MR 9 1
BIS W ARG S BERT Y SR B

1 IncRNAs #Ei&

NGB LT RS 221 DNA JeiF R4
F511K(The Encyclopedia of DNA Elements Project,
ENCODE)b 5% 45 B, & 11 5 gt JE K 7 91 AL
AR TN 1%~3%, NIEFER 4 4
KERFE S B F S A IncRNAs™, IncRNAs f&—2&
KPETE 200~1%10°5 M ZATER (nt) 19 PN P AE 2 5
RNAs, AREBHFAME 15, AR IncRNAs FIr{E
PRI, FTRE A FZE: 1) 1E X IncRNAS;
2) Jx X IncRNAs; 3) JE[H N IncRNAs; 4) KA ]
IncRNAs; 5) 1] IncRNAs, #f% 2 fF 58 4 B
IncRNAs 7] DIE Ry 23 T 5 51 (351 SR
HERR 52 B R S0 Bk, IncRNAs iR %
B AR W2 Dy fi, A9 DR 2 B | 2 P S A
il ALY BB A TR T, X sk B
22 IncRNAs 7] DI i 2 FAL I 2 5 4 i 72

HEite 2 uFE ¥, IncRNAs 7E1F 295 5 S5 0
Fik, QNIRRT TR R 2R R MR A,
P 2R 0 B R MR A L R ) SRR T 2
JEEPRE O R AR RN M IR R IR, TE R ZEME
IncRNAs e 18 15 4 A AR < 5% 4% 0 40 i i 712022,
PAERILRIG Kbt SRR e i kP Bl (4 7K
SRS R ) A R S AL R, IncRNAs
JUT-REE g — S R ks i I8 R, %2
YEFIALEIA: 1) i8ad DNA H 384k | i ms g i 2L 47y
16 i A2 B A8 M R S BT e UL A% A IR 5 2)
A 3 e 3 ) G REE A, R R R TR A e
S, A P53 28k S2 B RNA B 5 R4, 3)
T 3 PR BT $ AT miRNA T8R4 ) BE K SE R X F5
FJ5 RNA BN 4) 25 & A REEM 8IS
G i

2 IncRNAs B3R 75 %k AR

IncRNAs M5 2445 D) aEME IncRNAs 1Y
fifi 126 LA & IncRNAs (928 531] TR BAIE A4 A ALA
HNINRERFFE HLHIIE S o IncRNAs (9L RERIAE FFL
Wl R AR, AR T — RANHR LUK E
IncRNAs ST RNA G558 P4 ZEFFIRFIER

Horr, GRS REYE IncRNAs B HAU5: 1) 1
F%:%1] (microarray) Fll RNA Il 7 (RNA-Seq), B AI1/2&
il AR I IncRNAs FRIXTE UL 8L T R 2) 2
T RNA-ZE 15t i AH B A A0 28 IncRNAs, 4 K
RNA G ii3E 5 %5 (RNA immunoprecipita—
tion chip, RIP-Chip)8¢ il J7*(RIP-Seq) 45 & A2k (28
Wk B DLTE Aoy 3 P (CLIP-Seq) <

SS9 IncRNAs 4 : 1) 5af% IncRNAs A9
JEAI41K; 2) Bl IncRNAs (19 4wV g 3) b
PRE M RE ;s 4) IncRNAs 1AL E A, A6E: 43
1 q—PCR 1274248 (fluorescence in situ hy—
bridization, FISH). J5iik el B 1) A s 45 2R 1) L5
PELL KA IncRNAs B9 3R 35, AR FHRY 7 4
Northern E[J3ik \qRT—PCRJ}J-JfL%%ﬁ(in situ hybridiza—
tion, ISH)F1 FISH,

WF5E Gt B DR TR 20 b S BE Y D7 ik, [RIFE B
FIAE IncRNAs B HRERF ST o U3 AN L RE A i
RUJ5 2 A FE IncRNAs 3235, L HE T RE 28 M)
RENS 4 o DHAETCRAYITIEAT: 1) A T4/ RNA
(small interfering RNA, siRNA)F1%5 % & RNA (short
hairpin RNA, shRNA)JEAT RNAi $iK; 2) 2 L%
12 (antisense oligonucleotides, ASOs); 3) DA CRI-
SPR/Cas RGU KA ik . DIREEEE A0 ik £
FUEAL FIRFFRE 1 IncRNA

PR LR KK 1Y IncRNAs 0 7 %2 7 F e 4
Jito NBARA IncRNAs TEG (50 AOVEHT, e 2
21 14 IncRNAs 255 L AR wh 21 o Horh 32
FJ7AT: 1) RNA AL @ 143 25 T (chro-
matin isolation by RNA purification, ChiRP —Seq);
2) RNA HAR 4 3R 4458 53 B = 7 (CHART-Seq);
3) RNA Jz X 4lifb -7 (RNA-Seq analysis pipeline,
RAP-Seq).

RNA-8 FUSOH AR R 58 P AR P
T T #5E IncRNA Z55E 1Y B4 #E RNA-
I FI-DNA BAHEAER] X FRIE, Al 24
Fig ) RNA @k T X158, HAHSCH s
L, BIRILER 1,
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%1 X7 IncRNA-EAR-DNA #HEERAKA E
Table 1 Methods for identifying IncRNA—protein—-DNA interactions

Ji%: Method W Application $ 5 Characteristics
RIP AP RNA-2E 1 BUAR AR A AT BB A EAT S TOUE, b SR I BUARE Y RNA Hf

RNA pulldown

CLIP

ChiRP

CHART

RAP

In vivo detection of

RNA-protein interactions

K44 RNA-2E I AR A
In vitro detection of

RNA-protein interactions

AR AN RNA-2E AUSTA B
In vivo capture of

RNA-protein interactions

e S5 % €8 AR 5% A9 IncRNA 78 3
HZH 1 B9 2s A A i

Map the binding sites of
chromatin—associated

IncRNAs on a genome

P IncRNA 7EJE K20 i A
Identify the targets of

IncRNAs on a genome

P IncRNA 7EJE K20 i A
Identify the targets of

IncRNAs on a genome

A LAGE RSS2 PCR SR8 B0 EAT 438 e

RIP involves immunoprecipitation of an interesting protein with the use
of antibody. RNAs bound to the protein will be isolated and detected by
real-time PCR, microarray or sequencing.

fdE I S RNA 505 U RNA T ORSMRIC I R Pl 2K Shmic
RNA 2545 IR 11

RNA pulldown uses transcribed RNAs or synthetic RNAs in vitro to label
and selectively capture proteins which are bound with labeled RNA.

B T AE GBIV R — AL VRN T UV 520k, CLIP 25T RIP, FR5tt A
ALK B BT S AR T B RNAs SRR

CLIP is similar to RIP, except it adds a UV cross—-linking step before
immunoprecipitation, which specifically and irreversibly links proteins to
RNAs that are in very close proximity.

ChiRP.CHART #1 RAP #{# /{15 H ¥) RNA EAMY AR LTI IR
FETHAEE AP TT, ChiRP { AR E B X DNA ZR%
BRIEA TSI N ANNE TP Al AL R S Y Ine RNA-SL B BT 510

ChiRP, CHART and RAP all use biotinylated oligonucleotides comple—
mentary to the RNA of interest to pull down associated proteins and
chromatin. ChiRP uses relatively short antisense DNA oligonucleotides to
capture and purify specific IncCRNA—chromatin complexes from the cell.
FHJLRIE DNA Sy BEGili i) SE % 7 RS 8] RNA, JE3UI 5 H 89 RNA 22
RAYSEFZH DNA FOEE 1 S5 01T RNase H 8051 R 3R 9 SEAZ H R
HEAR RNA 285BI RNA-DNA 57 I -

CHART targets the RNA with a few short DNA -based oligonucleotides
and identifies genomic DNA and proteins cross—linked to the RNA of in—
terest. CHART uses RNase H to cleave RNA-DNA heteroduplexes creat—
ed by hybridization of the capture oligonucleotide to the target RNA.

e FHAR X5 18l TR 0t 2 5 A # AR RNA, S8 8 5T
RNA #1 DNA S5#55 RNA 2215015 H AL R Al LA AL o

RAP can identify the sites of protein, RNA, and DNA that cross -link
and co—purify with the target RNA, in which a relatively long capture
probe is used and has to pass through the entire target RNA.

IncRNAs BRI ) REBITFY 2 BHKEE IncRNAs
IR, A DL F G R TR B (ge—
netically engineered mouse, GEM)#HY; Jif g7 5 i
FEREARAL

3 EEREESLZIFESEE/EHR IncRNAs

25T f# IncRNAs 78 A [6] 41 it 25 RUAS [R] 9
FREAE T MR IRIE O, Tk 25 5 3R 3K 1 IncRNAs
WY IncRNAs 58 —25 . — ki, o B3Rk
() IncRNAs B R 4298 IncRNAs, 126 35 F J# 1)
IncRNAs R A% IncRNAs,

3.1 ZEEWESZIEREEAR IncRNAs
3.1.1 ANRIL

ANRIL (antisense non-coding RNA in the INK4
locus, tFRA CDKN2B-AS)EH1 19 M5 T4
) 3 834 nt RNA, M F Y ek 9p21 AbAYINK4B-
ARF-INK4A JERFE 2 SUaE P &% S K . ANRIL

IR NG PR R R A ok, 25
R Z ST R, ETEAS FCEYE M R
Fik, W B UM i R DR S AT

Zou ZEPUIESY K B, ANRIL 7E NPC 2H 24 4
Mok bl 248550 Hr iR, ANRIL [3RiE 7]
Mg B A 428 (P=0.027) FILGHR A 4528 (P=0.033)
A 7 TR0 B ANRIL T LA S8 Jin 0 14 2
JEL(SP 4t ifl)7E NPC 4 1 A9 E 43 Lo ANRIL F2 2L
I AT T RAZ HE NPC Bk — i
mTOR {5538 % >F 52 0 4l 19 A v 0 7 R ) 3R
ik, BT AR A I A AR R E S A
AT A R S 200

A WA AYAIEHE 26 B IncRNAs A/ 4 miRNA
)5 FIg, IF R RN . Wang S5 &
B, 76 NPC ZHZLFZ ffd v, ANRIL 23k T
miR-let-7a K T, JOEZRERHNE /8 ANRIL
AT LA miR—let-7a ik, IEAk, ANRIL A9
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AT NPC 41 4 0 Pk I8 5 96 15 NPC 4
A H B9 miR-let—7a K42 =40 (cisplatin, CDDP)f
A

Hu ZPIfE5E & BE, 76 NPC 2 =, ANRIL
23k EFHA miR-125a (K5 T . ER miR-
125a 1524 N IR ME RNAs (competing endogenous
RNAs, ceRNAs), ANRIL S ol 1] NPC 41 g Y
W5, B LR T, Mg R U U T ANRIL
1L FGR A3 miR-125a % NPC 4458 JA 7L
RS B B ]
3.1.2 MALATI

MALATI (metastasis—associated lung adenocar—
cinoma transcript 1, i lfJi 5% B A 0 G e AR 1K
FERZ)HN 8 700 nt, &7 T NG IR 11q13.1,
J& FHEAE] IncRNAs, Hofm FOR7EIE /N R it
AIBIETE o B, TERERRE NZHZ bz 3k, T
TE 4RI R 8 5 A 2 ()RR KO S g, e i
B [ B e LR AT NPC 45

Jin ZEPIF 58 % B, MALAT1 7£ NPC 41 il &
FILZrb 2 P, MALATL {2 JESREE R, i
H MALATI BARAS S IK 5 (R A B AR A A7 I ]
LA RN ARSI SEEG R, U MALATI
Al fd NPC 20 U8 T3, f NPC 20 i X i ) fc
IR . I E IR R IR, MALATY 38 2o 98 4% )i g
T2 jfd (cancer stem cell, CSC)KH 17 NPC 4H jfg %
FRA R RURE . BEAh, 75 MALATI Hl miR-1 Z 7]
AEAEAH BT, I b TR SCHE BT slug B4 E
A miR-1 (N FLAR . WFTEH A, MALATI A]
YEN miR—1 B9 ceRNAs SRIH T slug IFRIE, MM
P CSC G PRI -
3.1.3 AFAPI-ASI1

AFAPI1-ASI (actin filament associated protein 1
antisense RNA1, W& 22T 1 )L X RNAT)
{2F AFAPL £ F b 5 [N 1) [ SCBEAE, AFAPL-
AS1 25 —ANETH AFAPL AN T 14,15 #1116 Z
(B A EEMEANXIR, AFAPL &3 A E N
JH o> T aE Ay, PR LS M 22 58 Bk Ry 284k
PR SR AN I A

Bo ZEPOESY & B, AFAP1-ASI #iK7E NPC
H B, 5 NPC BTG A RA G RIS
T FR AFAP1-AS] B &40 NPC 40 fuiE 5%
FRZERE ST, (223N AFAPL FEFIERIA. &
P 2 A AW 2 0BT R B AFAPL-AST 3
Wi JLAS/N GTP B IR o FILEh i ik o LA

FAFFEARIR, AFAPI-AST il A5 L Bh 8 11 2258
MR P A S
3.1.4 Hotair

Hotair (HOX transcript antisense intergenic RNA,
HOX #%35% 5 L RNAY F AP 12q13.13, £
JEZ)R 2 200 bp. B R LIV T R R
i5, 76 HAh bR Hr A6 2] Hotair A58 1,
s s B e S0 Rt A | S
[i) JoRE A i . iR R 5 I R N R
J& RN KR IEARDG . A FSEHRIA, Hotair /&
— bR NPC RIS Bk A7 TS AR,

Fu 2558 % B, IncRNA Hotair 7E NPC 4]
MIFZHZrh ik il 2P BRI Hotair
PTS80854 AP R A P v 240 A A= A i 48
A B AR, Hotair AT 38 A3 B HEMOE M 48 A2 s K+
VEGFA (%% S5 e A1 1k i, A8 A= %, o vl 3 2 | 3
GRP78 43 1) VEGFA F Ang2 [ 335 KA 2 Il
B
3.1.5 HNFIA-AS

HNF1A-AS (HNFIA -antisense)v T 12 5 4t
ik |, KR 2 455 bp, HNF1A-AS i T 14 8%
IR, 2 DR Ry e R 1 g A R s B
A0 R A S5 AT R o Zhuang SV SE & PR,
HNF1A-AS 7£ NPC ZH2UF 40 il & i 3Rk 40 1
Jal o HNF1A-AS @i AT 300 i 20 At 8 AT 4% e
1o BREUHYF T BAHTE B RS R, HNF1A-AS
R AT A g A K o AR SR 4B R, HNF1A-
AS BN FE GO/GL AR R . b, Z 5T
b & PR HNF1A-AS 0] 39045 b R [a] 58 4 4k
(epithelial-mesenchymal transition, EMT)# 5 #2
3.1.6 HI9

H19 f F AL @ik 11p15.5, 20 4/ 1 %
TEMENIC LA, Bl & LS MR RS RS AR G . HI9
FEZFRAE 25 B, 0B g b R S
W AR A5 B e LR, T R e 4
O E T RZE R EMT 272

Li ZE098F 58 & BH, H19 7E NPC HZFMIL 501k
M2 Z ik B, R H19 AT &l NPC
YA IR FERE ST H19 R FEIN zeste RIS F-[R]
J5E%) 2 (enhancer of zeste homolog 2, EZH2)[5%1k,
Il EZH2 7€ NPC 4iifffrh FyRI-fE kg e ik
—BWFIE R, H19 5 EZH2 AN J2 B3 AH A,
7 2 108 2 41 4] miR-630 (1935 Pk 8 45 EZH2 %
ik, miR-630 /& EZH2 [ BH 8 )9 LUF 51 55 51
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S H19 MHEAEH . BEAh, 181t miR-630/EZH2
g, H19 ATHH] E-F5AS & 1 3R3A, {2ik NPC 40
MR 2%
3.1.7 NEATI

NEAT1 (nuclear enriched abundant transcript 1,
B R+ B kA 1) 2 RV 29 E h R A
A, LR T A B, RS
T HE ARG . 4N, ZERTSI AR H, NEATI fgf
3 o AR B DR Sl 10 SRt A A A a2 g
B,

Lu ZE8F 5% % BE, NEAT1 7£ NPC 41l jifg 2 1
NPC ZHZi i 2 B, #fi NEAT1 AT NPC 4
MO R, 05 R B, NEAT1 Al o
P EMT R B U Berk, 1 H NEAT1 1
miR-204 Z [B] fEAH BN . Ak, ZEB1 J2 miR-
204 1 FUFHAR, 1 NEATT A3 i 1 875 miR-
204 HYFEIAK M ZEB1 ik, HI, BF5EIAR:
NEAT1 38 1 8 77 miR-204/ZEB1 >k 5 NPC
() EMT IR BT
3.1.8 ROR

ROR KJE 4 2.6 kb, i FH ik 18, B 4 4>
AN AR LB, B E s
AR TR LR AR i o i . i,
ROR X4 sk, & 78 -4 i b i D R S A4
G5 A%, #id miR-145 HIF-1 {55 B8R AR
FH o ROR 3k By 1k 248 Jf0 07 5 o T Ak (G0 4 p53
INEZR), FEVA T FLBRIER ) i AR R OGS A PP,

ROR 5 NPC M35 e B FA T2 YITAH G .
Li M58 & B, ROR 7£ NPC 41 4URN40 L () 3=
kR R Has g EMT #277, {2k NPC i
BARZE. IAh, IF5Eie & : L8 ROR, fff NPC
4 XSS N 0 S I ST 245 4 L R ROR W] 3 3k
p53 ALK NPC HLibITRE ).
3.1.9 EWSATI

EWSATI (Ewing sarcoma associated transcript 1,

JESC AR A GG S D T Y€k 15, £ NOXS
1 GLCE WA M T i g i JE R 2 1], e RAAE T
AR ST A . EWSATI 0 SC I ik
R, A B R E R,

Song G5 K BE, EWSAT1 7E NPC 2041 F

YiHE 2 # ik B E, EWSATI &334 14 NPC 3%,

HAAEI A Bk . E— A5 R, EWSATI
R VET NPC 48 A=K, 11 EWSATI1 ik
PR AR RN o BEAR, LA B, EWSATI

AIE R miR-326/330-5p %1 ceRNAs, 75 H#
Sragu uN T2 i oW G I = = A D) B D S R 1 B
EWSAT1 7] {4 miR -326/330-5p #% Y ceRNAs
R4y BRI AR E I F D1, AL i NPC 4
HIrERAMT A

3.1.10 CASC9

CASC9 (cancer susceptibility candidate 9){ii F
NGt A 8q21.11, Fe bl w5 i a2 o £ 8 bk 4
g A 5 IncRNA

Su ZEWIRFSE R L, CASCY 1E NPC 4 41 &
JERIE, HAR S A I SR R A RS
K& . Z BiA WF7E F B, HIF 1o 3 1o 38000 9o 40 b
P A A P A B LR R0k, R oy 40 B o) I AR 45
(Vo T CASCO W] A5 HIF 1o AH B AE I3
5% HIF 1o (AR SEYE. BEAb, 13 335 CASCO mI TG
HIF Lo, DT AR P A A 3 A2 1 NPC 4 A 1Y
W IeE R o
3.1.11 HA IncRNAs

XIST (X—-inactive specific transcript, X K{G4FF
MRS SEAR) B —Fok A XIST ZEH 1) IncRNA, #
R BUAE Z2 R e vh ek R, ARG U0 EL g /A
YL 52 J 4 g L s RN LR . Song
SEWIRIESE 4 PR, XIST 78 NPC HZH A4 & h 5k
9, XIST B 221k 10 NPC ##, HoA: A2 a) i i
B . ZAR AT R, XIST J& NPC & FilS 1)
M fERE N2 . a1k XIST Al fie gk NPC A 4i i
A, TR XIST A A RO . eAh, XIST /]
£} miR-34a-5p ) ceRNAs FIRIEER E2F3 (1)
ik,

LINCO1420 {3 TY a4 X (p11.21), Yang 55
W5 & B, LINCO1420 7£ NPC 44 i Rk K F-
E TR E R AN, T LINC01420 ik
NPC 0, HEAAE ] A . mfik LINCO1420
AIIHASN NPC 40T RS FIFR 22

C220rf32-1 fii F AGL Ak 22, K 545 bp.
HHl, 204 27 Fiogew 5 22 S Y iR ¢,
SR A e 0 2 O EEL 0 1 s A
L P S AU E RS S . Nie SFHIBF5E A B,
C220rf32-1 HFIETE NPC 4l Jifd 2 Al NPC 22
. BEAR, C220rf32-1 BT LIfERE NPC 21 AL 3™
BT RS FI{R 2%, T NPC 4HHI0H T,

HULC (highly upregulated in liver cancer){s, T
NG fh 6p24.3, S bt D41 98 vh 46 5 H ok o
Jiang ZEWIFSY & B, HULC £ NPC 41 fits 2 FiZH 41
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HiEil, HULC )31k 5 NPC B3 TS S 1
PG, 22FIK HULC AT iE NPC 40 A mifik
HULC AI{&EAk p53 JF75 S p21 MR35, &
s s Y ON S B S S i T e

LOC100129148 i - NG A 44 7q34, KK
463 bp, Sun FEWHFSE &I, LOC100129148 £ENPC
AN F P 26k B, FF H L0C100129148
TR E N EE, AR R B R, Rk
LOC100129148 w] ¢ #F NPC 20 fifd 38 7, 1717 it %
LOC100129148 W™ A= A 52 40 Ak, LOC-
100129148 A /f:>~ miR-539-5p ) ceRNAs, 1455
KLF12 $ik.
3.2 FEEWRESEIFENEERY IncRNAs
3.2.1 LET

LET 755 S0 | 5 9 A0 I 38988 S 1 4L rp 36
KR, FEEEAEAE ST, A& X O 3
(histone deacetylase 3, HDAC3)ifi i X} LET J&5 8l
X ILHEE 1 25 LAk RS LET f93Rak, 8BS
LET 45 J5 8 13 12 25 A A8 1w B4 A i % 181+ 90
(nuclear factor 90, NFOO)F& EA7-4E, NFOO A fig #HIg
YRR 2E

Sun ZEWFSTE R L, LET 75 NPC 2H 240 44 it
HiE 2 I LET B335 SRS g i K0 |
Ik EL G Rt fr SR A OC, 5 NPC R A A it
IEAH 31 3R35 LET AT NPC 4 a3, (Rt
S AN TS, TR LET 7] 7= A2 A1 5 R
AN, BFE H 0 R, LET 55 301 X 0 % 5% bk
EZH2-/ 51 H3K27 41286 (1 H Ak . 78 NPC
HZh, EZH2 A1 LET )35 2 3 1 T AH G DA
ZERYER: EZH2 %t LET J5 8h F X 4 &
1 b R ] LET 13R35.
3.2.2 MEG3

MEG3 (maternally expressed gene 3, TE{AZ A
B 3 — L T Y Ak 14932 N ER I EE ],
& NPC i IR iR IX

Chak ZEPUE5E K B, S8 I 3+ F B4k 3L
MEG3 &1% . MEG3 1) 54 3Rk, Mifil{Ash NPC 4
Ji 2R AR KA N NPC 20 it o, 3 ELAT L
AN ARG 5 AR VR T A, 3 FTS A e A
M5 oAb, BFSE IR & B, MEG3 AT LLE
NPC 4 g Y p53 38 5
3.2.3 LINC0086

Guo ZFPHF5E % FiL, LINCOO086 ) 15 7E NPC
S MFAE AN ZH 20 A7 e T [ . LINCO0086 Ry 3

IR R B BTG % . LINC0086 ik 5 NPC
L0110 AR LS55 RS A R 23 S AE G

1 # ik LINCO086 #liil NPC 4 i 345 I 12
AT, BFSEETE LINCO086 () 3'UTR " & B
T miR-214 B&5E00 4 . _IH LINCO086 HJ Bk
C666-1 Fl HK-1 #fiffirh miR-214 1)KL, #F5E
FHIL KB LINCO086 A LA E % 5 miR-214 A H AE
FHLABEAE miR-214 (3555, IMEIET RNA 755
TR AR RNA—induced silencing complex, RISC)
fE7E miR—214 F1 LINCO086 MW &5 . Hab, 7EiAk
G FIAR N SE B, i R Gk miR =214 A 3 4%
LINCO0086 X NPC 4 ffg A=+ i il /i
3.2.4 LOC401317

Gong Z5EP5g o 1 37 28 3K TP53 1) HNE2 &
R AL 2R, 20T IncRNA FikigE &9, A 133 4~
IncRNAs Fi, 17 1 057 4~ IncRNAs I R, 751X
R H FRIRH IncRNAs ZH, LOC401317 J2& |1
e —

WL TSR, LOC401317 1 p53 B
P, LOC401317 1Y 555 2R08 308 20 175 S A4t J]
RELYHS FZ0 B T, A SR N i HNE2 4 A
W5 . LOC401317 i@ a3 p21 Feik A/ b4
JEBIEE 1T D1 AT E1 3R35 R 30 41 A J8 B i A2,
I3 355 B A5 B (ADP—ribose) 12 B K 4 il -3
PIBDRAE SR 1= XSS5 LB 1L0C401317
1 pS3 B, IEAE HNE2 4 & et o
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