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Roles of long non-coding RNAs and
RNA-binding proteins in gliomas

LI Xiushuai, WANG Qing™
(Department of Neurosurgery, the Affiliated Wuxi No.2 People’s Hospital of Nanjing
Medical University, Wuxi 214002, China)

Abstract: Glioma is the most prevalent primary intracranial tumor, and although surgical resection
supplemented by postoperative radiotherapy, chemotherapy and immunotherapy has been widely adopted as a
standard treatment option, the therapeutic outcome is not satisfactory. To improve the poor prognosis of glioma
patients, the search for effective therapeutic targets is necessary. Numerous long non-coding RNAs (IncRNAs)
that are differently expressed in gliomas have been discovered recently, and some of these IncRNAs impact the
biological malignancy of gliomas. Additionally, a significant number of RNA-binding proteins (RBPs) have
been identified along with the advancement of proteomics and epigenetics. Particular focus has been given to
the IncRNAs-RBPs interactions, and growing evidence exists that IncRNAs and RBPs are essential for the
development, progression and treatment of gliomas. This review provides new insights into glioma therapy by
summarizing how IncRNAs interact with RBPs to regulate glioma cell phenotypes such as proliferation,
migration, invasion, apoptosis, angiogenesis, metabolism and drug resistance.
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I G 6 2 B o DAL KD R e R e i e g, G LAY
R IE 2 DR 20 48 T R A M R AR
V8 B I 96 AR A 2HL 2395 38 2% R PR 10l 5 43 S DY AN 2
Al et T T 2@ AR o) i Joaded, i T 4%
FIIV G0 T v 2 m B ™) o 2 0 5 5 440
J& (glioblastoma multiforme, GBM){E NIV 2% i i
o, SRR ORI A R 2 A, SRR
TG 2%, Wizl EFRABE16MNMH. ]
EREZPBIT TR, BFEFAR. HUT A4
T 254 ZEE i (temozolomide, TMZ), GBMIY]
FUGATRARIE . R, SRNWIF 70 B 0% 0 )
Gy T HLE A 8 B RURR T HE R B R R

N FEEE R A A A 3112% 1 25 PR 2 9 B £
Jo, T O 98 % I ik R 4H 4% % ¢ ON AE g FERN A
(non-coding RNAs, ncRNAs), 1X4&ncRNAs#Z K
INATBL A A K BEAE 9IS RNA (long non-coding
RNAs, IncRNAs). f#l/NRNA(microRNAs,
miRNAs)FIFIRRNA(circular RNAs, circRNAs)
2l o, IncRNAs/E — 41K FE 81 200 /M%Z iz
B AS, A BUE A BRI 8 A o g B9 7 .
KZHIncRNASHRNAZEK A [[ (RNA  Polymerase
I, RNA polll)#x, 45K KL T
mRNAs, fHF5-m7GIE M3 poly(A)EP,
LncRNAsIEE Z 5 AR B, LA ES. 4050
JEH RS BUEEIATE . mRNAREAREAE R 55T
X, HGHEAK . RNAFIDNAMEAEH, i
B FRIA KT LncRNAs I J 3 W ik A% 2
FIV SR 12 S AR WL o A Do s s TR B0 g 1)
#lKF, IncRNASTERSRE R MR B KIEE R
2 T R B A T R VE IO . 2% BE B Inc RN ASTE IR 5 IR0
MR AR R RE SRR, A8 oA I PRIGIT 1)
L SO 12T 8

A RN, IncRNAsIH 4 5E 7 5 DNA
RNA. EHARFE S T4 6, WNkKEZ M6,
ARESHS Fse. HiHgim S50, RNA
454 5 H(RNA-binding proteins, RBPs)& UL F KA
BRI, EATRE% 55 ERNAL &, 2HIRNA
B PE . PRl S L AE A R I & . R R E
fzl¥. RBPs ] LU 5 45 5 A1 R IS RN A BL K H
fi R A A AR, WIERNAR BT, 2R
WA« mRNARE M. mRNA R E A7 FE 2

RBPsH A i JE AR 1, 78 4 RF 25 DR 380k U7 1T R 4%
FHVPHTVER, RBPsIAT A 5248 s A PR #mT fE -5 24
FLFEIRERE TE P4 10 45 Rl i R AE 0L Rk, T
| SRNAHEAEH &, F4RIncRNAsH
RBPsTEJi i H (1 15 33 7 BN BIF 58 I #4 ao
Ah, ERREZ F KRS, IncRNAsFIRBPsi i
ZMEtsH5RIENRERE, HHESRHE
(1T J TR T S DA 9

A LERVEA M IR T IncRNAsHTRBPsAE K i /83 1
RAEFMKRARIVER, 155 T /KPR FH 5 R0
JRANIIGEE . TR 1228 T A AR, AR
S i S AR AT I E IR, AT 9 BATIAE
FR IO IR 2 W R 97 H R R P S (L3 1 DL

1 LncRNAsFIRBPstE Hif T

RBPsii il —4HRNAZ A B (RNA-binding
domain, RBD)5RNA%iG, MIiMikE HAE M RNA
Mria fIhig. Uhoh, IncRNAsS R [l 455 T2 K
RNA-E A AP, RBPsH] LUl i IncRNAs
ffaE b, JeffEFoRSCEH hEE. LILiSE
R NG, AR, AN TRNATE F 5 H6
(nucleolar small RNA host gene 6, SNHG6)[15RIA1H
I AZE 454 & F3(nuclear  cap-binding protein 3,
NCBP3) [ EILLE S M AL1F LA E . LncRNAJK
P& E R T K XRNA(brain-derived
neurotrophic factor-antisense long non-coding RNA,
BDNF-AS )W 541l i Z2 R H R L 5 H A1
(cytoplasmic poly A binding protein 1, PABPC1)#H
HEE, W7 HARE M, #Em Rt 1R 4
MR A R A MR, ERENT,
—LURBPs Al fE 45 A IIRNATH AT, LncRNAs 5 #
SUSEEN 73 % % A S R SN =Rk /R 5%
MEAER, VLR 2 MR EA R, RN
AL 25 R T 7 24 RBPs it B S 48, s
giamaneih. et EAANENE, M
iR rp R P BB TREEIE Y. LINCO1088 4 iE
KXHNMNZEZEBEZEBA(small
ribonucleoprotein polypeptide A, SNRPA)KA¥)HE
MIAEM, JFER S KF LT SNRPA I ERIL,
M 1 58 T B2 o 00 4l i i 42 22 s U . TR,
ChenZ I 7L R ], PXN-AS1/&GBM [ U 3

nuclear
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A, PXN-AS1#H 5 zestedd K158 7 [F V5 42
(enhancer of zeste homolog 2, EZH2)Z 5 5if
£, M5 T &2 WA & [ 1(Dikkopf 1,
DKK 1) JA 5T X 415 A H3/E SR 822707 55 il = H
HAk (trimethylation of lysine 27 on histone 3,
H3K27me3). DKKIIEH #7I\ N & Wnt/B-cateninid
R INAI LR, PXN-AS 13 i 8 W i 4% 5 230 1)
DKKI1fJRIE, #iHWnt/B-cateninii %, 3E et
GBMIP)idk (K1),

2 LncRNAs-RBPs34 M g BB M £ 41
1TH
LncRNAsREW 5E A4 G, TEMRNA-EH
JFRAEEY) . LncRNAsHIRBPs [8) i AH B A 78 ik
Jed 1) M R R v B G EE F (B12) . [Tt
R T IncRN As-RBPsAH FLAE F 5 i J5 98 1) & 26
AR & 22 T ORE, R0 H AR A F AL 7T R
B R IR a7 4B R B A S5 (R 1)
2.1 LncRNAs-RBPs 20k f 5T JeE B I 4 BY
AR KB, —IncRNASTEEAE H I JF Fd A&

PR, R S HAh A Ry T (B FEDNA.

RNAMIEE 50 ELAE HI R 5 2 A B e R
RAUSVI) el o 22 () UEAR 22 I, i 88 11 e A=
% IncRNAs-RBPsAH HAEF 5. fltn, Xie!
w5 & B, LINCO1198idid {2 #fREST/RCOR1/
HDAC241%%, il 0 I My [ 5K 71 & B[R I 4%
(phosphatase and tensin homolog deleted on
chromosome ten, PTEN){ER i A HIKIA, MM
FEAKTEE 58, fedt RV R, X
W FC SR 1 — MR 0 I R IR 9T U k. A,

PTB-ASREW HEEZ RKWMIEX S G5 EH1
(polypyrimidine tract-binding protein 1, PTBPI)
mRNAFJ3'UTRE 15, {RI'PTBPIAHimiR-9#L
M. W BEAWNEREZREE W EA]
(staphylococcal nuclease domain-containing protein
1, SNDD)FJHEI FF25E TPTBP1 mRNA, MififE
e FRE R AN iR R, 2 R
2 A5 ¥)2(polycomb repressive complex 2, PRC2)F!
DEAD-box RNAfi#Jigfi-5(DEAD-box helicase 5,

DDXS5)# % f#IncRNA PRADX# W\ N2 GBMIK—

(NCBP3) (SNHG6) (EZH2) (PXN-AS1)
RBPs LncRNAs \ / RBPs LncRNAs
GBX2Ri 3 FIX DKK1JH 3 f1X
H3K27me31 H3K27me31
FLOT11 Wnt/B-catenin
Eee R \
/ SNRPA?
RAX2 mRNAJf# \
(PABPCI) (BDNF-AS) (SNRPA) (LINC01088)
— Sog_ — g
RBPs LncRNAs RBPs LncRNAs

——— > TR, ——— R
35

LncRNAsFIRBPstE H 535 iR
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T

IR AR et JiiIK=22595

145 Rt

S 4

P

iR A PR 2 i 2%

iz J5 96

LncRNAs-RBPs

&2 LncRNAs-RBPsZ20uES Ry

ANBELEIR YT SE AT, TR R — P RE DK Bl R .
PRADXfe Wi i H 5 K o 57 41| SEZH2 45 &, 2 ik
PRC2/DDXSE EWIMIE K, #&mUBXNIZEF JE3)
F FEH3K27me3 HI/KF, #EmNdHUBXNL, #F—
WG RENF-«BIE M, R 2F I 58 i R AE AR &
LncRNAs-RBPs#H H.AF F 0] fig A — A 151 B2 0] 48 [
R BN . B, T — P B0 AR
IncRNAsFIRBPs7E % 5 I8 1) A A2 A e A 3 1 U
YE R AHLH]
2.2 LncRNAs-RBPs&; /R RIERYIL5E

HARSWHIAMAFE, A ORE 17 =t
NS L 13 AT 185 B A 0 A SR e s 3
KA A1, IncRNAs- 5 i 5 83 200 A 1) 438 4 vl g 2
IEA SR 1A% LncRNAs-RBPs A H.AF FH 72 I 15
JIS2 I 968 P B8 L R R A A

Z IR F Y, IncRNAs-RBPs{J A HAEH 2
57T M. XiangE PR kB,
IncRNA DDX11/x XRNA 1(DDXI1 antisense 1,
DDX11-AS1)7E [l J5 98 4L 23 o 1 o 2R 0k 5 R I 9Re i
HEWARMUE K. fEHLE , DDX11-AS15
RNA4Z; & 8 H 7 W% 5 #% 85 E C(heterogeneous
nuclear ribonucleoprotein C, HNRNPC)HJ4H E.1F H
HNBR T Wnt/p-cateninFIAK Ti@ %, {3 T 1 Fz -]
RS R, AR T R TR A R G .
bh, HRFFED, LINCO10577EGBM T & &k,
FEBRLINCO1057 0] # i GBM4H i 1 48 5 27

LINC01057 5IKKofH BEAEH, {2i#IKKoft GBM4H
J R B A DL R p65S I BE R L, BIENF-«xBI5 5
B, A, EE2AMRMGERNIERTI1
(Serine/Arginine-rich splicing factor 1, SRSF1)i# L
P8 1% 55 R H 2R e sk A 1 (nuclear paraspeckle
assembly transcript 1, NEAT1), {EFURH 7Y
T (40 A R 4% [ Y. NEAT 1/ SRSF1HJHE
A, A YR ENEAT AT ZE 22 40 i 3, B
SRSF 1A} i Joft 988 41 i 384 58 i) # i /E F . SRSF15
NEATIFH B 456, HmERNAR ENM, DURH¥
GBM4H il {1386 55 . Xiong 2w 52 RN,
HOXBI3-ASI{ER TR A SR rb ] & Eil, 5
LABIE I R HOXBI3 A G o AR AN IR P SEG
WEH, E/KFHIHOXBI3-ASIARIE T 40 A 5 3 i 3k
J&, T 3G N T 40 Mo B GE A oR AR K. 5 kA
S, WSRHOXB13-AS17] LA A2 A 38 58 A 22 i
JEEK . AT Fi S5 K, HOXBI13-ASIfg
HEZH2/ 3850 T 456, 0 RWEAL F b R
) A8 I HOXBI3ZE R IR IL o 18 55 — T 50
i, Cai%%PPHESE, LINCO00998 s % Fa i e th £ [7]
JEY)3(chromobox 3, CBX3), [H1EHZ ZibLF
fift, RN HE c-Met/H 3l X 38 2H 5 T H3K 9 = i gk
th, #t— TFifc-Met/AKT/mTOR(E 5@, M
Md R B EmEE. R RIE T
IncRNAsFIRBPsAH B F 7E i Joft J8 38 B (1 3= 22
ER, RIS 2 W AG T $2 4t 7 5 T IncRNAs
FIRBPs S A7 5 1 24 B 2250 1] (T E iR 4%
2.3 LncRNAs-RBPsZ N RERITZFIE &M

i REAE 2 — 2 IR 41 L B A (R B A 72 R
775 I E R 3 5 A TR 4 I AN R T A AR
ISP, B (I GBME AL #2% BL 4= 28 J Rl 40 241
(45 I, TR TR R 1 IT B8 AN AR 28 M T e 2 F
IncRNAsFHIRBPs 2 [8] #H H.AE FH 1 50

YanZ P85 B T —Fh 44 M LINC00526 (1 45
IncRNA, HAERTHE T MREHE T,
LINCO00526 21k 5 5 o2 8 i it Fe AN R T 4
K, LINCO00526 17T BR AT LU 1 15 ot 989 (1) 48 ff i
. RIPBFEGE . MATTRIRF AR, LINC00526 E
P SEZH2H EAEA, #HIEZH2 5 AXLIE 3T 45
A WD BZH2 G AXLI B g, dbmand] 7
AXLK) ik FIPI3K/AKT/NF-xBfE S5 5. 254
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%1 LncRNA-RBPHHE1EF MK LR FRIE FRIThAE

LncRNAs RBPs it ML ZE IR
LINCO1198 ~ REST/RCORI/HDAC2  fiBI“ER1 HIHIPTENZE R BB 2205, S BAKTIE (e [18]
PTB-AS PTBP1 LELEET) {R4"PTBPI A HimiR-O%[, JEESNDIMABI FiesE (o)

PTBP1 mRNA
PRADX EZH2 9B A= iy B INUBXNIHE R i 31 _EH3K27me3 (7K, 3£ 1 401 1)

UBXNI, H3NF-«BIf)iftE 20
DDX11-AS1 ~ HNRNPC HaBET WL SHNRNPCHI EAEA, {2k Wnt/B-cateninfTAK Tiil

B LA B b - A3 A [22]

j 4 A% 7 L M,

A —— KK sy gl\%i;%%?gg T A R AR A% 55 6 LA B p6 SRR 1K, ¥ 23]
SRSF1 NEAT! HBE T 5NEAT145 4 -8 I HRNARE e, 3k T 82 25 2 R

f24 [24]
HOXB13-AS1 EZH2 BE5E Y S5 EZH2 (A3 5k 7 4 &, R AL 5 b 0 i [

HOXBI33:R 4 i% (23]
LINC00998 CBX3 HEAE | {2t c-Met/m B F XIS B TH3K9O = H 34k, Ml —

% F fllc-Met/AKT/mTOR{S = il # [26]
LINC00526 EZH2 TR AR 21| HIHIEZH2 5 AXL R 3 T II4E &, /P EZH2%F AXLIN %

WG, BEIT 05| AXL I 2R1A FPI3K/AKT/NF-«BfE 5 [28]

&%
GAS5 EZH2 b 2 c {R #tmiR-424 K1k, WEIIPRC2IIE AL, HEif K

DNMTs[(17k T [29]
SNHG12 TDP43 IR AR AR TDP43 LASNHG 124K #1477 3k miR-195 [30]
ST7-AS1 PTBPI ERREZEN] B p53/ST7-AS1/PTBP 14 A IE R BRI R+, Hk

Whnt/B-cateniniff i [31]
LINC00313 UPF1 T i miR-342-3pFmiR-485-5pt e e [] {1 R i HE I [K]

Zic (e, HETT R WISHCBPI 15 R4 K F (331
HOXB-AS]1 ILF3 AT j# T HOXB-AS1-ILF3-HOXB2/HOXB3 4 fIHOXB-AS1-

miR-186-5p-HOXB2/HOXB3 i IR 5 GBMi fiE [34]
AGAP2-AS1  EZH2 JET:] S5EZH2HMLSDIMHEAEM, K Hiir BITFPI2 )5 3) 1 X

1, MRS 351
ANCR EZH2 AT SEZH2AHHAER, MIEPTENIRIL [36]
LINC00346 ANKHDI I AR ANKHD1#E [H LINC00346F:42 = LINC0034 611 F& 72 14,

J R ANKHD 1/LINC00346/ZNF655 )R [38]
SNHG20 ZRANB2 iNEGE ) {2 iESMDi& I FOXK 1 mRNA [ 4 i [42]
OIP5-AS1 IGF2BP2 I AR 40 7 OIP5-AS15miR-495-3pfI&t &, I35 I miR-495-

3p 5 HIF LAFIMMP 145 35 () A ST X (45 A [43]
SNHG14 Lin28A A7 BRI Lin28AF3E SNHG14, {RiEIRFOUHHE AT FUME B R [46]
JPX FTO B A B SFTOM EAEH, #3FTON S PDK1 mRNAZ:

AL [47]
NEAT1 PGK1 A REIE R NEAT 14 5 M SPGKIM EAEA, {R3FPGKIKIF (48]

FEME
MDHDH MDH2,PSMA 1 1 AR fEHEZ LSS & FFINEMDH2 (I B i, FHINAD+ [49]

R
DANCR IGF2BP2 M 2451 HEMIncRNA DANCRIGFEENE,  FFIEDANCLI 4k [54]
LINC00461 FUS [DEzH) I ITHDAC6 5 FUS A . 1F F A€ LINC00461 [55]
PDIA3PI C/EBPB i 241 JEILFH (-MDM241 5 1972 FA6AR E C/EBPB, EiEPMT [56]
SOX20T ALKBHS5 [ESh) _RIASOX22E T Wt Sa/B-catenin(s 5 il % [57]
Lnc00462717  PTBPI i 241 fEHPTBP150ccludin mRNARI3'UTREE &, #lIfimiR- [59]

186-5p 15 (1) Occludin i/

te feites Le 40
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), TinZ5PHRIE T IncRNAsA: KAZ iy SR S A
5(growth arrest-specific transcript 5, GAS5)5EZH2
BEEMEER, E#miR-424 K5, BN
PRC2HIE i, MFIKDNAH R BE(DNA
methyltransferase, DNMT)FJ/KF, &0 T
R R AN ML (12 B FE R . A, LinZ5C0RE 5k
W, @I ATTRNAMERIL, TAR DNA4E& & [43
(TAR DNA binding protein 43, TDP43)7E % fift 48
R RIS IVER « 24 TDP438{SNHG 123K
TR VR, o AN P ) R e R N PRI, D
HITDP43 1] LAYE 59 SNHG 1250} 12 J5 8 241 Jf 4= 28 A1l 3T
BIIEIER . /65— 7 H, ShenglPE
P, IncRNA ST7-ASLi#iid 5PTBP1H) B A0 BAR
H, $0#] T Wnt/B-catenini@ #%, FFAK 1 158 41 g
PR AR 2R 7T, AT 1R PR gk e .

BEBAR IR R, IncRNAsFIRBPsZ [A] f{AH
AR TG TR E R X EE, [
AFAEVF Z B TENLHI M A NN T #f. B, 4
BT BRER7E T R ILTE 2 5 e g A KA 0
IncRNASFIRBPs, R AWF R EATHI S HLE], I
T RE R T e G T #E s M 25).
2.4 LncRNAs-RBPs&: MR RENET

FEFEFEVRIT Y, B AR AN AT T B Tk
AREREAR — 2R AN FEEE . A
M, MHREACHREE TS5 TR EED#E
BB, i 5 T A 41 IncRN As 5 RBPs [ 25 465 7]
BE v Jie S 98 1) R R AR T BRI TR TERIMLE] . £
TR 5T 2 B, IncRNAs-RBPsAH T F 7] LA i i
IR ITE T

ShaoZe P HIE W, 78 i IR 240 4R 40 fie o
LINCO00313F1 b # 15 R AL 44 1 (up-frameshift
mutant 1, UPF1)RIEMEIE . UPF1AH
LINCO003 137 b ¥ 2 i 7 o e 4 B X 9 1o
LINC00313fg 5UPF145& JF 4 m HoAG g v, [l
miR-342-3pFImiR-485-5pX} & 4113 6] ) R I L [A]
Zic4 WIS, M SEISHC SH245 13845 &
£ 1 1(Shc SH2-domain binding protein 1, SHCBP1)
{14 % 53 R 22 35 7K S DA R 8 Jof 8 240 B 1) AR ) 22 AT
M. FFE, Bi%PURFRRIL, fEGBMH, R
T3 RIB X RNA 1(homeobox B cluster antisense
RNA 1, HOXB-ASI)ZK LK AHIE I HOXB2HI

HOXB3F: 31k 8% L, MIHOXB-AS1'5HOXB2
BHOXB3Z A A7 £ % P KAk . VTERHOXB-
ASI. HOXB28HOXB3 W] i GBMIK) 1 4 15 3
M. FENLHI L, HOXB-ASIEIL S A4
F 581 456 A1 3(interleukin  enhancer-binding
factor 3, ILF3)MAH B AFH KA HOXB2A!
HOXB3, JHGBMAILHIHFE . thoh, wiste
#W, IncRNA AGAP2-AS17EGBMZLZURIL A
BAB S RIEKF, X e RI& A e os &
GBMEH ARG, AGAP2-AS1ifid 5
EZH2 18 2 B R 57 M 2 2R 25 AL G 1 (ysine
specific demethylase 1, LSDI)AHEAER, K Ef15]
FRHLA A T IB I Y2 (tissue factor pathway
inhibitor 2, TFPI2)J3 37 X1, FFILHE K
S, AT A RS BT R 4R S T2 . AR, Cheng
30T, IncRNAFL A4 RN A
(antidifferentiation noncoding RNA, ANCR)5EZH2
MEAER, JHEPTENRIRIE, M-3R 5 R 40
MR AMT . 25 Bk, BT FillncRNAsH
RBP sk 2 il J1 5 I8 4 Jf 1) 9 T 7 — Fh T iR 97
FWE

2.5 LncRNAs-RBPsZ M BRI M 4 By

96 LA A RSO e e 200 1) AR AR T R F B G
L, JRE R A R R R K
FEOCBEVE R o FhoRg 20 23 A AR ey 1 I A8 AR B e
73, B A BT S bR AR A R 78 1)
T, B AEMIEE TR 5T 0 B R 20 b i A
P, GEAER, B A RIEIT 2 ) Ok
I, BRSO MR AR YT S AL RGE r . H
TGBME i FEIMLE AL, BBk, SRAIPTILE
A2 IR T EE R I BB B BROR I . WE R
B, f£ESRBUBMAHKHKI N AR, #MEAER
JF F A1 S KHZ5 #4038 1) £ 1 1(Ankyrin repeat and KH
domain-containing 1, ANKHDI1)FILINC00346[1)%
523 B, ANKHDIGEHEFEFILINC00346 142
HAaErE, MM GBMM e A4 Y.

AN TF) T A G2 1) Jo g L8 A, I A AN S
(vasculogenic mimicry, VM)$e e 4 i Sz F
PN B A0 P B IR BN, I 5 S R S vk e
S R 228, BN RS AP,
FERZ LR, VMU — AN [R] T A R L ) A4 1L 3
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4 B ORI TR 4 A 15

B, VAT DA b ST AR R L TR 4L 4 1Y
TR, MR K @M. L
W R, FETERANSG: &4 4 8 9 2(zine  finger,
RAN-binding domain containing 2, ZRANB2)fEfiZ
JRE 2SR it 0k E I, ZRANB2 B mT 40
H PR AR E . TR REMVM. E s
IncRNA SNHG20%5 & JFE K H 32 ], ZRANB2
9% T SNHG20MI A 2 ko 73— T Fe R I, Bl
EREAKKE F2-mRNAZ & & H2(recombinant
insulin like growth factor 2 mRNA binding protein 2,
IGF2BP2)18 il 7 OIP5-AS1f A2 e P, Mimiha 1
OIP5-AS15miR-495-3plI4h A, 855 7 miR-495-
3Sp5HIFIAMAEF &8 & A 14 (matrix
metalloproteinase 14, MMP14)3: K3 s 3ESmbD X (1)
ghdy, MMRHE T IRTUR VM TE R

GBM & — M i B2 0L A4 R Jik g, R 3 B 44
TR TR S DR, T AR R TR TR
IR B AR T R IR TR AT A R 5 R
B BURTT SRAUHTI IR T S RN IR TR
2.6 LncRNAs-RBPs £z FR e i £ it

FERE ) — N RHE R L REE ARSI R, W
AR, MR B A BRI . Warburg
RURE A FERE ) 53— AFR &, 0 iE i 1 Jg 22 K
B, EZ MRS, Warburg 850N 8 i 3 i 25 4
P18 S VAT AR 7L TR P 7 A R T ek b e ) ARG, X A g
SRE 1 RN FEE A B e o R YRR R A R R
T, HOBVERL T OB SRR AR, R
£ Xt Warburg 208 © 5 A — Bl i 78 110 9 0E 16 97
N

LuZe1R 8, RNAG A E A Lin28AR
SNHGIALE I R ik LR, Mk, TIMERFET
“F6(interferon regulatory factor 6, IRF6)HIFRIA T
. Lin28 AR T ESNHG 1411 % PRI 5 B#
i WRLAEFFSNHGI4HIF2 2, Lin28Afedt 1%
5 963 440 M v TR F 6 5% A7 4600 I A 1 R 4% . e Ab,
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