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I, EFY, BEK, RXLE', RERF, %
(FHRFEFRRFZR, 55 266071; *FHAFEWEERLRA, H5 266000;
VST H L E AR, S 255400)

WE: BB EH 4 KETF2 mRNAZ A& @ 2(insulin growth factor 2 mRNA binding protein 2, IGF2BP2)
R =BT LAY LAZGRNAZ ST G, RERN2AE KRR AR R RI, A RN
m,AMﬁ%uﬁﬁﬁWr%ﬁiﬁ%¢&iﬁﬁ%%i% 1E M o IGF2BP2 T YALE 5 — AP m6A I i3
%, i 5 R E & JEZABRNA(2miRNAs. IncRNAs#=cirtcRNASYH ZAF A 5 REN K ERE. AKX
%ﬁa%Tmmm&ﬁyﬁF YE A FAER . AR ARTUE BT, AR R 85 W R TS BB
a9 FRES, BB AHIGF2BP2AE A 5 A AL 76 77 Fe B 69 4R X A ST AR A7 69 %
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Research progress of IGF2BP2 on tumor
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Abstract: Insulin growth factor 2 mRNA binding protein 2 (IGF2BP2) is an RNA-binding protein that
regulates a variety of biological processes. Initially, IGF2BP2 was discovered as a gene related to type 2
diabetes, and with further research, it was found that IGF2BP2 also plays an important biological role in the
development of a variety of tumors. IGF2BP2 is an m6A reader involved in cancer development by interacting
with different noncoding RNAs such as miRNAs, IncRNAs, and circRNAs. This review summarizes the
biological function, mechanism and prognostic potential of IGF2BP2 in a variety of cancers, in order to
provide new markers for the diagnosis and prognosis of cancer, and to provide new ideas for IGF2BP2 as a
target for precision cancer treatment.
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b Jeta )it EEAEMm D RNA TR . Hh, RNA
1B 2 T A% 0 A% IR b B0 4 5 B 73 B Ry R AR AR
e, Tz A FmRNAFEHEGISRNA S, HArc
Z%E 1502 MIRNABM . N6-H 5 iR (N6-
methyl-adenosine, m6A)f&1fi/&fEmRNAIP % -6/
BE R AL, B L sh Y i i d
T ) FE R N RS . mOARIMB s &SR, 751
AT A mRNA B R B A b 9% O B AR
FAP. 5 R A KR 72 mRNASS 42 [ 2(insulin
growth factor 2 mRNA binding protein 2, IGF2BP2)
e B R I me A MBI ) 13 2, AN 5 i 8 41 i 4
BA AFE HITARSCIN 24 A SR8 ARk, T HL e
TS 2 VIR Y. ARG RS TIGF2BP2IES
PR A AR, N B BRIGF2BP2E S iE H [V 7E
WA R SR A B AR AR Y, T A B D e
WL VR YT S HET AR WS B R FE

1 IGF2BPsZ AR F I E

B BREA KRN F2mRNAS & E A RE
(insulin growth factor 2 mRNA binding protein
family, IGF2BPs) X #IGF-1 mRNA%;& &M
(IMPs), 19994F# K&K W& T mRNA )5 - H#H 1%
XU, 2 58ARRNA R E 6L Fase AR
IGF2BPs/& — NMAFIm6A i 52 8% Kk, W
IGF2BP1(IMP1). IGF2BP2(IMP2)FIIGF2BP3
(IMP3), B R AT E T I mRNAFE A K HE 1]
ZiamoAFY). ERFLENYT, IGF2BPs =~ A
s SERY AR R WNECY (K (VO (Pl S Y g
YRR 56%, #AL A2 AN NERRNA R B2 5 Fl4

ANCUighnRNPK [F PR Z5 /38, AP KHEZS 1 5 RNA
SRR R e, ATRAS H AR S HHUTR. 4ahid
Xk, 3 UTR AT XS4t B, 42 s 14 4%
PEAZEE AR P BImRNAERL, 25 Rk 1 A= 22
FRE RS, fENER R & R Rk i iR
B, @EEBEMNR R RIE, BT mRNA
BIPE. ERRRR E R A FEAE A

BE & XS IGF2BPs IR AT 7T, AAI0 FAE ) 2
TR T WA Hrb, IGF2BP25E L T 4
R3q27 B, AR TR EA66 000K {57 5
BEIGF2BPsH ) — 51, & —Floet G % & 1R H 2 1)
HILEA, EIEFRNAHFERE, TEN
mRNAGERL . Fa e FBHIE R ok fe A2 R, d@id
iR EmRNAE KL 2R R A ¥ )
RECL, IEAERWI R KIL, IGF2BP2Y £ Flt \ 0
MIRA . KEAI, WIGF2BP2/T K IE ] fi 2k
BEAN L A s RO A AR TR AR R
bR Y - LI | 0211 - AR N N
UL R RN g e O e i A gk
JE&; SULFER, Bl — MR R W BN
KT2DAH G EL N, 78 AR 9 0 b k4% 3 24
s B8 25 T LPSE S HBeas2BAN g T
. b, IGF2BP2A] LUBE M /E F T 2 Fh i 5 7=
Y, REEIXFEER Z R, IIGF2BP2RR T 758 iE
(1 A R R FE v R ¥ AR R AL, I TE AR IR
RE MaEath. BRFEAARE. SRR
SOV 7y T R E AR .

A A 45 T IGF2BP21E £ Rl iE I A9 2
YER B8 e AR GAS S IB R (R 1)

#1 IGF2BP27EfEiEFHIRIAR EMF1ER

JERE 32 BHFE R AR 55 EE BTN
ARG
JER e A MiR-141 H5H PI3K-Akt{5 5 i #% [20]
N/A H5H DANCR/GLUT1mRNA [21]
N/A WhE . R N/A [11]
N/A . 2% B3GNT6mRNA [22]
N/A WEE. T, =228 KLF12/AKT/c-MycfE 5 38 % [23]
e L DRV s e N/A 24]
MiR-let-7a N/A N/A [25]
MiR-216b HEE. T8, =2 HBx-miR-216b-IGF2BP2/{5 =i % [26]




T4, % IGF2BP27ESAE B 3t - 905 -
(B £1) *1 IGR2BP2EBEFTHRIERENFIER
JERE PR BREFIL R AR ERspiile Z2E R
iR i CircRNA rtcisE2F BEEF . HE IGF2BP2/YTHDF2-E2F6/E2F3-Wnt/B-catenin  [27]
N/A . Wit METTL3/WWP2/AK T/ % i [28]
N/A ) MAPK{5 53l % [29]
N/A T, Z28. EMT CDC27mRNA [30]
N/A HATE METTL3-IGF2BP2-FEN 14 [31]
4 sl | METTL3 Tt #%H% SOX2iz %4k [32]
91H HEE. T8, =28 IGF2 [33]
LncRNA HOTAIR ﬁ‘ f, iTA. AL N/A [34]
LncRNA LINRIS PEREAR . $55E LINRIS-IGF2BP2-Myc [35]
CircEZH2/miR-133b ¥4I, TR, 22 CircEZH2/miR-133b/IGF2BP2/CREBI [36]
N/A yﬁ‘ T faR. AN YAP/ErbB24#. IGF2BP2-miR-195-RAF 1% [16]
N/A WEE., AR LncRNAUCAL1 [37]
N/A FbgE. EK MiR-195-5p/HDGF/DDX5/p-catenin [38]
N/A ML A AN PI3K/AKT. ERKI/2 [39]
N/A HBE . WERER IGF2BP2-ZFAS1-OLA1 [40]
N/A BB FEIEA METTL3/PTTG3P/YAP1 [41]
N/A WEE . TR . UM LINCO021/IMP2/MSX1. JARID2 [42]
=] i N/A WhE, . 228 IGF1R-RhoA-ROCK#f. SIRT1mRNA [43]
BERE A MiR-216b bl LIPH-4/miR-216b/IGF2BP2 [44]
M LA CCN6 Jigeg A= K IGF2BP2/HMGA2/ 5 [9]
LncRNARPSAPS2 Wy, B HMGA2-IGF2BP2-RAS{E 5l [12]
MiR-126 JiE BR IGFBP2/IGF1/IGF1R [45]
N/A B G g IR N/A [46]
N/A YHL R HSPD1/RBM8A/G3BP1 mRNA [47]
N/A HEE . 4T ¢-Myc/TSPEAR-AS2/IGF2BP2/GLUTI [48]
G S i Hsa_circ_0001756 M54, 122%. EMT RABS5A [49]
N/A fiff 2414 ATP7AmMRNA/circITGB6/IGF2BP2/FGF9 [50]
N/A 228, A Circ_0000745/miR-3187-3p/ERBB4/PI3K/AKT  [51]
N/A TR, 1228 CPTIA. NDUFA2mRNA [52]
B LA E6/E7 PERERRE. HGAH. 1R2% HMYC [53]
51 e i CircARHGAP29 i IGF2BP2/c-Myc/LDHA{Z 5 il # [54]
LR ES
Jiti e i MiR-485-5p W, 1238 MiR-485-5p/IGF2BP2 [55]
N/A AT LncRNAMALAT1/ATG12 [13]
N/A HATE FOXP3/LINC01232/IGF2BP2/TGFBR1 [56]
N/A 220\ IGF2BP2/LATS1 [57]
LR A N/A W, B LncRNA DIAPHI1-AS] [58]
N/A NS USP3/IKKB [59]
I fi e B N/A W, . R2E c-MycmRNA/METTL3-SLC7A11 [44,60,61]
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(B £1) *1 IGR2BP2EBEFTHRIERENFIER
JERE PR BERRE  LIEEER AW DR ERspiile EE BTN
HAh RS %
i e | MiR-138 W, TR EMT/B-Catenin [62]
N/A VM OIP5-AS1/miR-495-3p. LINC00467/miR-4735-3p [63]
N/A fiif 24 DANCR/FOXO1/PID1zhou2 [15]
N/A EERN HOTAIRM1/SHMT?2 [64]
N/A WEIE A7 CASCY9/IGF2BP2/HK2 [65]
B N/A N/A a5 p27Kipl mRNA [66]
N/A W, B, Tz METTL14/IGF2BP2/MN1 [67]
MERARE LA HMGA?2 H5H HMGA2-IGFBP2-NRAS [68]
DS N A R N/A L% Slug/EMT [69]
R e FiA %ﬁgﬁgfgl, 0 CircSH2B3/miR-4640-5P/IGF2BP2/RUNX2 [70,71]
BRI 1A N/A HOTE . PRIRPEHEHT SLC7A11mRNA [72]
B 4 e i N/A WA, s Circ-TNPO3/IGF2BP2/SERPINH [73]

EMT: _b -/ 78 i # 1k (epithelial-mesenchymal transition); VM: [ AE A7 (vasculogenic mimicry)

2 IGF2BPR2EEZ N MER P EYFIER
B oLl
2.1 RSB
2.1.1 MRARSE

R R e 7 2 B R AH DG BE T 28 R R AL
WEEZE . VENTEH EAEE R RARRRE, FF
HAF AT 2% Hdr, 5% IJE (pancreatic
ductal adenocarcinoma, PDAC) 5 figi ifd& 1190% LA
b, EEECKR, R O 24T R
B, IGF2BP2RENE T 5 AE4mISRNAA
LA 43 R S e ) AR R R . HuZE D URIE
82, IGF2BP2AMY ] LA a3k Fif i s A AL J B, 3 v
PLiB 3 /F AIncRNA DANCR K 7] 3 28 5k i 15
DANCRI R E %, HAMENIGF2BP24E L A 1)
DANCR, REM AT i3k I Ji Jess 1) 20 i 184 7 R 24 <5 fieb I
T-4H f 45 1% . T lncRNA-PACERRAE#S i@ T 5
IGF2BP2HH HAEH , 35RKLF12Hlc-Myc mRNA[T)
Fasett, (REPDACKHIGSE. TBEMEE™. H—
WE7C &P, IGF2BP2/&miR-1411\ H 4 5, 7
PDACH %ZmiR-141% 1 4%, IGF2BP2fid # ik
BOEPIBK-AKtE 518, 3 Mp-AKTHIR L, et
TR A K . IGF2BP2 5 miR-141 1%k & it
Fe, Hit A IGF2BP2 ] A 5 i g ik
3, Wik, IGF2BP2FImiR-14 1564460 7 DL
fEE IS 50w, Cui% R, fEE

Jige R IGF2BP1-3 85 i L (1) 25 R S AR S Y S At R
AMPTERGAS , Horfr, IGF2BP2REMS L i3k i i s 4
P SE B RN AL e, A B R R T AE AR
Y. TEEFEPDACTE W MK Z B iE R d
IGF2BP2 & K& & = MIGF2BPs. W57 KB,
IGF2BP2 it ik 5 PDACH Fil J5 Fl % #% & 1E AH
%, [FIEF, DRI AEPDCAR A4 B R b R Py ygg Az
Bk, $#RIGF2BP2AE HPDACE I I
H, AN, IGF2BP2AMY BEWs i it B st &)
FaEGLUTI mRNARI AR EGLUTIR IR,
HEPDACHH I f B A e 717, i LR mT L@ it i
TIB3GNT6 mRNA I E 14 SRl a3k Ff it s 1) 38 B A
TP, 2 EANR, IGF2BP23E i {1 1 40 A b 1
iR S5 3% A Of AT BT R e A0 P () 3 A, AN AT LA
oW B R B2 W IR, T DT AR T TS

5o
2.1.2 I

JH e R e B R RE R R 2 —, AR
1 N18% . T4 i J& (hepatocellular carcinoma,
HCC)J& M o i WL A 22 A . 76 41
H, IGF2BP2 W] LLZ5 & FFHa 58 A BAR A T8 2 7% g
VAR AL Y g R S FE ) -5 A2 AR I mRNA, FF
(et IREA LS 2 1A mRNAFIEH PR, Rk,
IGF2BP2 K 4 S BUH BN TR A AL /L, 40
Him=mam A R0, gh4h, IGF2BP2iE Y £ Fhdk g
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RNAA B AEH M KR AW EEH, W
IncRNA RHPN1/Z XRNAI1(IncRNA RHPNI
antisense RNA 1, RHPNI-ASH{EHCCH it %Kik,
T HImiR-596 Y R IA HIGF2BP2 KA &, M
M{EdtHCCEt &, 4o, RHPNI-AS1tE5HCC
UG A BAHKEEY, LINCO11344H 35IGF2BP2 3K A4 5E
MAPKI mRNA, BEIEMAPK/E S i# B2 EHCCY

i PR B RE Y ME NHCC B TG AN Bk
SfEREEZ —, miR-216bAEHCCHLEIL, &

R 29 B x i A LA miR-216b%% 5%, TimiR-
216b H #H# M IGF2BP2, kR IAMmiR-216b 1f
IGF2BP23RIE /K, JHik % 5 T U015 5 m s
HEHCCHHFE AR 2870 . Waly 2> TR B, 3k
6] LUEmiR-let-7afEHCC 1 F A F&MK, miR-let-7a
BE AT DLd ok B A g s s AR K R 2Rk, W
AJ DL I #R 15 IGF2BP2RIIGF2BP 3K (B a4 | H
KT R AEEAE . Cire_00007753 i3 IGF2BP2
KYEFECDC27 mRNAFGE MR HRIA, Dt
(kT A iE R . R BREMT ", JE4ER, —
Tl i 4 ArtcisE2F A cireRNAB R B, B 1 T
i RIL, rtcisE2FRE R 2 IGF2BP25E2F6/
E2F3 mRNAZEA G YTHDF2 5854, 18N
E2F6/E2F3 mRNAFEE 1, MY 58 Wnt/B-
cateninifl % , IRz HEECIGAN G H R E R, (R
JEIRA R S —J7H, BFFEN, METTL3
FIGF2BP2fEHCCH E K1k, HEEWE A RAM
5%, MR HIEY KM BIGF2BP2id ik (1) 1 AL
#l, PMUATEEMETTL3-IGF2BP2-FEN 1 442 3
HCCHIRAE. KBV, B—H kI, P62
IGF2BP2[1)— ANk BI04, fENHCCIHIE &
PUR, B E ST 4R FRICHIDLK 1R E K
EHEHCCHI KL, [FIFDLK 1R ik SHCC & 1)
RAEFRM K, ok, 1697 7 H A o 70 3
EFWW LRI & F fi2(WW  domain-containing
protein 2, WWP2){/EHCCH: ¥ Hm#is, METTL3
M FHIWWP2 m6AEHi 1] LA IGF2BP2 15U 14
&, W T wwP2 mRNAWR R E M, @it
METTL3/W WP2/AKT/H B fige b 40 1) 5] 5 2% 13 e ek
JEARY, g2 EATR, IGF2BP2iliid 5 £ Fakgmis
RNAFHEAE R R R FEE S AE R . Bk, IGF2BP2
Al LLRRCHHCCI2 W (178 78 A= W bk 5 4 RIS (1) T

Je R ¥, A @ AU BT, NHCCIE T #2
BEHT 7
2.13 LA

YENEIRRRRE = FETIRE e R
., 45 B ¥ (colorectal cancer, CRC)&—FhEA
TR SRAZZE I 1 SRR A iR . IGF2BP2/ECRCH
RIE, JFE S AR g RS RN A A B AR FH ok 1 4%
JRAERE, WincRNA HOX#4 5% 5 L RNAAMY FEAE
HECRCAHMLIIIGTE . BRI, ERed SRt
IGF2BP2 R A FMEMT AR AMHI 41 A -5, LncRNA
LINRISE it R IGF2BP2 % 52 12 F Ak [ Mg 1% %
FRTTT 2 #F HL 218, LINRISFIIGF2BP2AH B FH
HMYCAH SREREE, DA{E#ECRCIIESE,
I, LINRIS-IGF2BP2-MYCHli g il h—"NH %%
VAT HE 55, LncRNA 91HIE T SIGF2BP2AH H.
ERRBIGF21 Rk, M fEFCRCIIGSE . 1T
BAIE28%, LncRNA UCAIZECRCH ik i,
IGF2BP2{E Am6ABHIUCA L I fifi 28, @it iR 5
UCALEE1 03847 [ I s i e As e 4, DAL ik
CRC 4 o 384 FE AN g £ KB, IGF2BP23E A LLIE
I 5EIncRNA TUGH 13214 K £t 7] i #£ miR-195-
5p, 1MimiR-195-5p 7] LLEHFHDGF/DDX/B-catenin
Wi E6E, R, IGF2BP2AEMS A HECRCHH M )
A R AT R PT 715, IGF2BP25 HSEL 1)
EphA2454, IGF2BP3iHAI LI VEGFA, 155
EphA2/VEGFA mRNAMFRE M, A58 PI3K/
AKTHERKI1/2M5 FiE B EHCRCA VM, VM5
JigRE (B 5 . LR . 1R B SR T e V) A
%P9, LncRNA LINCO021 51GF2BP24F et 4 4,
1458 T MSXIFMJARID2 mRNARIRZENE, {E£3ECRC
kR, IEAH IR, IGF2BP2AEEIIKH3-4
SEKIB B 456 CRCAIfIH IncRNA - ZFAS1HIm6A
P SORAEHEZFAS 1A E M, ZFAS L@ 50141
gh £y ok 3% 5 FLE M R R CRC R P B MR 1), [
if, IGF2BP2iA A% IR Hm6 A F I AL AS M i IncRNA
PTTG3PH 52 454, B@iIMETTL3/PTTG3P/YAP1
&S HECRCHIFER R, IGF2BP2iA A iz iM it
miR-1954HImRNA  RAFI K& fRFHTIRAF1 )%
ik, Mmfe#ECRCHM I thah, EE W IR
i, circEZH2AMY BEWS BH 1L IGF2BP2iZ AL B4 fi#
T RERSAE AmiR-133bii 4% FIHIGF2BP2, 35
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CREBI mRNARJFEM, (E#ECRCIIGIE . T
ALY, B —J71H, 1IGF2BP2i@id 5m6A &I
YesHH K I mRNAZE & B HAR e M, BUE 21k
ik 2 R £ B Erb B2 [ R 1A, AU HE T CRCIY
B, R, R, B T ARETY. meA
LB EMETTL3/ECRCH mE ik, HS0X2
(sex determining region Y-box 2)# sk Am6A H H:Ak
KRG, WAL I SOX2 4 IGF2BP2 1K il 3 4 5
HmRNAFIFRE MR, (22 CRCH 41 f tE AN
#% . METTL3. SOX2FIIGF2BP2EL A # il vl LA
FAF M CRC B H WG Rk, fECRC
t, IGF2BP2F # 5 Z FEgmisRNAM BAEH , 18
EHTRVM. B . EMTANZ A6 5 2R 3t
CRCHIFE I AMFI I T, M hECRCH & A4
RIE.
214 RER. B R

BB 2 A BKEE )\ K 5H LI I e A 5
AN K E T WL RE AR S BE T IR A, g 2R A
N I SR 4N B ™. 1L RIKIGF2BP2 MY
AE i HEbarret £ B A1 & RRJes 411 B 110 384 5 Al s A
5 B I e e B R AE A R A R, T e
ARGH ML TP IGF2BP2AE (L HEAR MU G TR . 3T H O [F] ie
A TR T AN IS A W AAE B,
IGF2BP2{F HmiR-216b ¥ #EJE K4 HL A7 ) i %, 1
IncRNA LIPH-47] LLiE i ##miR-216bK {2 i
IGF2BP2 Rk, DLIGAR 3k & & S5 0K 40 i 1 A=
KU B, IGF2BP2RH H i
rs1470579A>CZ R IMEARE . BT
PRI R 7, R PRGBS DUR AN BE R AR B
BB ARSI RS, IGF2BP2il T A T
IGF2/p38MAPKGHE (i F EMT G >R 3 o & 45 e
sG22I AL IR 01 AR B g,
IGF2BP2ili id #7H IGF 1R-RhoA-ROCKAE 5 38 4 1
WSRSIRTI mRNAAR E 1 ok A2 i3k 15 i 240 i 1)
B, IERARESY, e, B REm
IGF2BP2If it £ Fh i {2 b A0 A 6 5, 0ol 4
MRS, AT L@ AL HIAT 7S SR A T R A
2.2 £FER SIS
2.2.1 SUBR S

VB A= BRI P4 R 998 AN K T It PR e o
FUIRIE R 25 BT RE I10%, o oM g

RIRHMI25%~30% , 5 L PRI A G T 2
15%.. I FUIRIE KRR IBE L, BEHKY
2%~3% , 8N Lot A RE B K I RO
IGF2BP2%: AT i rs440296022 765 11 v 19 i L R 9
(¥ k8 A s M EAE 9 BB RNA T, Oliveira-
Mateos% ! *HIESE, IncRNA RPSAP527EF i 1
NEERE, SIGF2BP2M EAEH, RitHE
mRNAHE g 25 & FEIE, 35w 1 7L g s B
WHH . H—OWFEUESE, c-Mycii#2 ) IncRNA
TSPEAR-AS2#E i@ i IGF2BP2i& 2 1 3 GLUT1 /)
T g M AR IE R A i IR e, DA 2 e L e )
HEEEY . MiR-12638 38 #E [ IGF2B P24 il 7L I 1
BN AR SRR R RS A A L R S —
DB L g, G bR DAL ) s B 2R R D A T 4 i
AR A M, KB T = AL R, R
HAEFRIZ BN 2R R . McMullen
SO RAERE, CONGE MR AL A 1 LI e 41 g o
IGF2BP2/HMGA21E 5 fli ) — Fr i = K+, 1E
o LRGN B RS 73 WA CCN 6N HITGF2BP2 Fl i #8 %
%55 1 A2(high mobility group protein A2, HMGA?2)
[P2IAs, A Hmd g £+ . CCN6. IGF2BP2
XA HMGA2 R] LLAE 9 #2 J% A IR A A8 e LM
M AEAREY), WG IT HA EEZENE
o E=ZHMARE ", circEIF3HHE#Z S
IGF2BP2/Hu& &, FAE NS5 FeircEIF3H-
IGF2BP2-HuE &ML, 8 9#HSPDI. RBMSA
MG3BP1 mRNAMIFRE M, T2 i3k 96 i (1 33k
JE, H—J5m, LinZ 85T, IGF2BP2TE
FUBRE R IE, LA SR A B B R R
R, FEAEHUIGF2BP2IW B S ik, FHHxF E &
PrAA o] 1 Sy L L i 0 A RN 2 W (09 TR AR W b
M. FRWIRTEY, IGF2BP2AENL kAL IR 1 &
AR E, FF BRI KA R A2
Wikr E .
222 PR

B L e A A R B L ABE T 5 B ey () A R
W2z—, ERERHEFEEFRMLEIN,
IGF2BP2fEW L iflcirc_ 000074513215, FFilit
miR-3187-3p/ERBB4/PI3K/AK THi{i¢ 3k U 5598 11112
260, W9t 8, IGF2BP2ilid HeircPBX3454 -
WSRATP74 mRNA PR VR AR 3 O S 98 14 5 11



FAGH, 25 IGF2BP2AESEIE H (K HIT 703k f2 - 909 -

M 2510, 5 —J51H, circITGB6JFHEM 5
IGF2BP2IJKH1-245 188455, {2t circITGB6/
IGF2BP2/FGF9 RNA-#HH it =B &Y HIERL,
H9RFGF9 mRNARIFE M H- 75 3 Mg A O¢ E gt
M M2 3 B AL, AT AR 0E B S R A
24", Hsa circ_00017567] LLiAZIGF2BP2 /S
RABSAS H KRB KL 00 8 M4 58 . =R22H
EMT™. gbsh, G osciet, FaEa Ay =
TigHi 2 K 1B3REWS STIGF2BP2AH EL/EH, 153
CPTIAFINDUFA2 mRNAFaEHMEIE, RIET
LR LA B 5 R B AR A N SR A IR A TG %, AT (i ik
TR I R R AR 28 Rk, IGF2BP2KIi
328 T8 i Y 5 O S0 A A TR I 24 ME RTEMT 45 7 X
e 3k 5P SR AR, 3 e R AR HL I A TN B
Fi, VUM S A M O 24 oL, AR R
(PR
2.3 FENR 2 5 Bfeg
2.3.1 MijE

it A2 At T b A LA R 2 —
HORIRZEFGE T AR T i 5, Forb AE /N4 i fi
J& (non-small-cell lung cancer, NSCLC)5LCH]
85%". fE 5 AR AYRNAH HAE I d, FOXP3
REAZOHInCRNA  LINCO1232ff)% 5%, LINC01232
BT 5IGF2BP245 &, 9 TGFBRI mRNAMIARE
PEAE HENSCLCHIEE P 1fii HMETTL 14184 (1)
IncRNA HCG11#8iE i IGF2BP2/LATS 1 1417 ] fr it
FEI A KD, ZENSCLCH N i [ miR-485-5pAgiE
i HEINIGF2BP2 1 3 15 K AR ENSCLC I 14 58 A
5, WT1-AS-miR-200a-3p-IGF2BP2 fifi i i 1%
TESWRTUS (I AE bR S k4h, 1IGF2BP21E
N i B8 TS AN R bR EYTENSCLCH w3k
15, Lhm6 AR AL H 3 SR MALAT 1 A€ 4
3R I T Ui A AR DGR R 121 Rk, AT
BENSCLCHIIFE", T IGF2BP23E R rs1470579
A>C. 154402960 G>THL 2SRRI B (K604
PLR R ot & AENSCLC I KUY . IGF2BP2
PENmOA LAY, I8 15 mRNA I A E Mk e g
fitiges i e, AEAE RS W ARG (AR 254 77 T 45
HEXMHE I
232 OiERE

s g 2 A RS 7N K e DL iR, 1

Jias 8 IR 21 B & (oral  squamous cell carcinoma,
OSCC) 5 T T iE 11 1190% ,  FAF I B AR A7 176 5
INF50%" . TGF2BP2 1) 2 A& 1l it 50 39 11 e
[ K ANEE R A Y. LncRNA HOXB-AS3 & H: 45
W2 i B3 SIGF2BP245 & K siie-Myc
mRNA [ Fa e M, 3OS CC Kb 5E A 17 g
0, W HEH, IGF2BPillid 4543'-UTR m6A
LA 5HK2 mRNABEZEMOIER, MiEHK2
mRNA ) E e W RIRIE, MR T OSCCHIY
B RS A WarburgRE M™Y. BANEA W IR T,
METTL3#iE m6A-IGF2BP2 4K #it 1) 77 = 4 58 1
SLC7A11 mRNARIFENE, (Ri#FOSCCIEsHE. T/
FfZZ8, It HIGF2BP2id 2 OSCCH— /Ml il 5
&, Hik, IGF2BP2A i NOSCCHEE . %
FEIRTT ISR BRIV E R Wb B
2.4 Hih R 5 hhieE
24.1 RAJa

2 IR 88 2 B i L PR AR A 2 R G R T R
29 b NIRRT 11)80%, R mERE. &
FET- R MEFEY . IGF2BP2AE R IR it 22 ik 1 4
WL 2293 Z4PEME T Go/G 3, BRAR T e 28 i o IR
2 B B 1 AR Y, RS R B, K497R.
K505RFIK509R S IGF2BP2 ] T /Ny T2 B REE
Ifi(small ubiquitin-like modifier, SUMO){tA7 A,
L UbcOn 5 A1 LLSENP 12 B3 1248 45 1 FH S 18 5
SUMOAL & 72 . IGF2BP27E i 5 J8 v 3= Bk
SUMO 11& i, SUMO L& i &N AL BE 95 47 §7
IGF2BP2 A 12 35 - £ 11 i A7 3 40 8 e 1 34 5
FacE e, M H AT BLE I (2 #EOIP5-AS1/miR-495-3p
JeLINC00467/miR-4735-3pll {f] 22 1 KA 1 1% I
VMR IR 78 R B, IGF2BP2AMY /g
TR IncRNA CASCOFImMOAMERAT A k1 5
FasetE, BREEIT S5IncRNA CASCOM H.AE F 1 5m
CUREB2 mRNARI R E M, AT RE R o R4 AR
R AT AR A, AN, TGF2BP2 3 it 4 i
IncRNA HOTAIRMI 1) ZZ IR AR 7 HmRNA £
SEME, R i R SE R SHM T2 mRNAFIF& &
P, DL R 3 5 BN MR AR KON R
IGF2BP2it fE15 $2 FIncRNA DANCR ) 253k Jf- 14 5%
HE e, @ HHFOXO01/PID 1 43 i i 54 11
i 25 11, R 2 0 R R IR A 1 miR- 138 6
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% 38 ok 3 SRIGF2BP2 () R IA KA HFEMT, 3k 1M 1 5
Ji IR B AT RS Y. I, 2 &4k, EMT.
VM. FEEE A ZIGF2BP2 R FE/E I E iR, @
RN T AL 5 T R TR A, BREE NI
JO IR (1) T e e L 110 SR
2.4.2 HACKIE

Oliveira-MateosZ5!"iF 52, RPSAPS52:i# i 18 ¥
IGF2BP2/LIN28B/let- 75 KA 12 IR 1 R A2 R F8
TE S SR PR g o I 20K I IGF2BP2:d i 38 8 i 5f
K FSlug mRNAPFE PERIEFEMT, 3 e gk
IR TR, R, IGF2BP2A B NIRT
S R A S AT AR AR SO R
FH, LINCO160548 % IGF2BP2Kfa E USP3
mRNARIFE M, MHIIKKPE A Kz 54k 158
HAaE MDY, IGF2BP2ik fE % i it # 58 IncRN A
DIAPH1-AS1 %8 e Mk AR b & ez ) 28 K A
Y, DNAZ: & 8 FATHMGA2/E R SUULIAE b e i3t
IGE2BP2{1 %%, IGF2BP2fEM 5NRAS mRNA%;
G o AR E PR, R R SO PR R A 1 1
B FE R AT S AR LA S B AN R A A A R T
i EEMEA, Rl S AR Aok
STANMETET:, 1GF2BP2AEMW it 34 5 H A R 1 5=
T R AR TR TS PIE Je 200 P F 8 O P ) LR U A
FLIR FOR B T, cireSH2B338 i 1 4% R B
FE4E 25 hsa-miR-4640-5p, EHHIGF2BP2[(#Kik, iE
M RUNX2 mRNAKTE S 7L SR R e 1 &
SO R E KB, HPV  E6/ETiE L %
IGF2BP23 55 MYCHI R IE (e HE 5 S0 RO B A
circARHGAP29I# i i s AL B it A mRNA 5
IGF2BP2HIAHEAEA], HisEmRNARIFR @, M
45 22 74 Ath S 25 10 5 B IO BRI AESY . LncRNA
HCGI11{EH WY P RERIE, —J7m, @i
miR-942-5p K Eip27 Kipl&EHFKL, H—J7H,
T H3EIGF2BP23 51p27 Kipl mRNARFREE,
DL 0 1) B AL JRE (385 50, TIMETTL 1488 0% H 3
B R R I IMNT, I Llm6 AR i) 77 3038
I IGF2BP2iH MNI mRNAIFE E PEF AL,
B AR B HE R AL T T 25", LncRNA  AGAP2-
ASUEHEHIGF2BP25SLC7411 mRNARIA EAEH,
HORSLC7411 mRNAMIARE M, M B R
R AR ERIE T BT . AN, B B TR

By, FHMETTL3-LYN m6A-IGF2BP2i& % G40
PR AR BT RS, AT A0 ) o A AR s DA K% i R ) AR
KAEEFE e E AN 4, IGF2BP2
FIE T, circ-TNPO3JE L 51IGF2BP2AH HAEH JF
FEIKSERPINHI mRNAMFE K T W SERPINH I
RiE, M TR R AR &
&, IGF2BP2fesd I e HERERA M BRURPEFRHT.
EMT. ZHZWEZ GRS mEMTE, H
I, XIGF2BP2IRNR A HE R R = X, A
AN Ay g 0 1) 2 W A0 9T B 4 BT )9 A AR W R AR
Yy, el L HAE AL, R YR ST
FRALHI T .

3 4iE

IGF2BP21E m6 A& i 1 5 15 B 1 75 1 715 4
FEmRNAIE AL o 1 A 019 55 U T R 4% 21 A
F o IGF2BP27E il A & H (1 AR 4 %A FAE AN 7] i
Jo R AN TR, LR R R A R E 0 2 P& A T
TEIE R . AR SE T miRNAs. IncRNAsHI
circRNA % 51GF2BP2. 8] B AH 4% DL K S5 0E K
JRZ A= %, KRIIGF2BP21E L ffiyR b ik F
W, HAY¥Thee 3 ERA RN A SRR (it
WA . EMT. VM, [HIt, IGF2BP2A
R R S W ST B AE YRR . me AR
(VRIF C R JE 2R G G 28 ARV 24 12 1) T 7E 40
TR T H A AR . — iR R Eg®
B, Xt m6 A FF L AV B 1 7] /N 43 7 f i 7R B oA
BITRERE I E K 1. 28T, IGF2BP21E i B
ImoAR 8 [, XF H 70 A E WA B, 7E
2 IR HR PR RIE 53 AR T 6 B A ) 2 AL R R 5E
2407, IGF2BP27EJAE 73 AN XU 73 2 A
B — L5t
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