Advances in Clinical Medicine IfiRE 23 &, 2026, 16(4), 3638-3651 Hans X0
Published Online April 2026 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2026.1641628

|GF2BPERIRZEA SR Ay

Rike, B W
Hh [ 2GR R SR BRI S 2 S IR 24 22 2 e A LSRR P, VLTF At

91
A

Wk HAA: 20264F3H17H; FHHBEM: 20265F4A11H; KA HM: 20264F4420H

H E

N6-H Z L (m6A) & B AW RNA B IE MR WA 1545, 3B HFERNA BT EAa e R
HEWFIEMEBRELL, BEHEREKETF-2-mRNAZ S E A XK (GF2BPs) X E/EAM6AR N EH K
EAEH, B4R H MRNARR E R M e 2R F MRIE. IGF2BPsH 2 IANTERE. RERER
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Abstract

N6-methyladenosine modification (m6A) is the most common epigenetic modification in eukaryotic
RNA, which affects gene expression and phenotypic changes by regulating RNA translation or sta-
bility. The insulin-like growth factor-2-mRNA binding protein family (IGF2BPs) mainly functions as
m6A effector proteins, influencing subsequent gene expression by maintaining the stability of the tar-
get RNA. IGF2BPs are widely regarded as playing a crucial role in the occurrence and development of
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cancer, metabolic diseases, and neurological disorders. Therefore, IGF2BPs have considerable po-
tential for clinical applications. In this review, I discuss the functions and mechanisms of IGF2BPs
as m6A readers, as well as the research progress and therapeutic potential of IGF2BPs in the treat-
ment of human diseases, in the hope of providing new ideas for future clinical studies on early screen-
ing, diagnosis, and prognosis of diseases.
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1. 518

JiE 5 = REA K A T-2-mRNA 45428 1A (Insulin-like Growth Factor 2 mRNA-Binding Proteins, IGF2BPs)
AN IMPs 5% VICKZs, .35 IGF2BP1. IGF2BP2 il IGF2BP3 [1] [2]. IGF2BP £ 1) C il K [F] 5T
(KR) S5 3847 57 R FZE A RNA, T N 31 RNA R 5157 (RRM)ZE /3T R B T RNA-ER AR E &
Wi RS 2 Mk DL 5 HoAth RBPs (RAH B4R FI[3] [4]. 3X =Ff IGF2BPs 3 [l (] [R i 473 i i 26 25 #y 3 4 [ ¥ 1)
T RNA, 7E£ mRNA iz €07, farE MBS i b k54 2 0 B/ [2] [5] [6]. ML
B, IGF2BPs K H AR i 55 AT 55 2 40 B o A5 [ A% B A% 2 1 BURL(MRINPS) H, [l X 6 R ar #8 5 R
P RNA Bioki, B350 AR (PBs) AN S BURL(SGs), MMiBA 1 mRNA B AR 315 5 B3 A 5SS [2]
[7]-

Ak, IGF2BPs Jdi 45 il Ak 2 R (1 RIS TE NS — A= v i 45 A AR BERD R B R vh R R B E . 7
iR B, IGF2BPs = fEkik, 54T R EEVIMKB]. i IGF2BPs, JLH 2
IGF2BP2, {EMHZ B4R B ANES) UL A0 Hu R AR h &R R 455 B R EA/E[8]. % RNA m6A {&1fi
FHRFE R R AR AL M iR, IGF2BPs H#45 & e meA 1B IEL A, M (e dha Al ik fi2 [9]

BradEsl, 1GF2BP2 A FItP £ R AT Vi rh i R #5 T EHELMEH . IGF2BP2 204 2 AUk
PRIG I AL A SCTE R, X i B 4t Dy e A IR 5 28 40 WA PRI 52 ) 1] 2 32 3 5 [10] e RIS, A BF 72 0] FH B
IRKHGER B 2 A RNA-seq EURSEFATEME E 00T, KT IGF2BP2 1ER /R A BR 3 i3RIk
JEH L, PR IGF2BP2 A B BUOARM R BRI S R 12 W AR T T HE A [11]

2R FRTIR, AL EIE IGF2BPs fE A m6A [RIELas M soR it g, HH A48 IGF2BPs 75 A\ 2850 HH i)
BT
2. #hik

IGF2BPs s&—A M FE AR5 1) RNA £54 2 I (RBP) K% [2], £14E IGF2BP1. IGF2BP2 1 IGF2BP3 [1].
TEMFLBNY H , IGF2BP1. IGF2BP2 Fll IGF2BP3 iX —Ffi 5% 2 [Fl Y5476 T f AN &5 44 b 2R B 55 35 (AR A
ST EIUFEH 58 & 66 kDa, RIEET A [ — kBt 56% [2], X {E AL RS+ A .

IGF2BPs H H HIH ™ RRM Z51418(RRM-1 F1 RRM-2)F1 DY 53 B iZ 1% B 1% 22 1 (hnRNP) KH £ 415,
(KH-1 & KH-4)4H f%[1]. KH 5838815 IGF2BPs REfLJE5 m6A &) RNA 454, 1 RRMs H BhT5&
5E IGF2BP-RNA & &1K[12] [13]. ilidix Ee4E#yik, =4~ IGF2BPs L[4 M40 T4~ RNA, HA 55%~70%
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IR, FENLE] E, IGF2BP Kk EEIEITE mRNA G4 SR RIL, Bungnfsig. ST
. m6A &5 IGF2BPs ik

NI AL 5 S 70 ik DRI 3R A B4 2 AL P P E A% AR A, X AR A2 bR AR T 5 ORI 55 TR 32 51 RS 11,
1M 3E DNA FA AR [13] . X B n] AL AR R SR R TR TP id & G E D, 6055 DNA HEEE. RNA &
iy R B [14]. A, meA, BIRTF-6 fLMH 1k, /& H 20 e 70 SR USRI 7 IHONIREA
) RNA f&11i[14].

MEA TE K Z BV Al 7R3 S Ja KPR R R R A 5 5 Z R AR 2 B2 [14] . 117 mEA Fais i
W SEZ R NRBIR, QOREPOR . 2 ROBE R . % B A E 25 [15]

XFPFR AR B R 4R, XL R RAE R NG 25 F R AN RN B 1 [16]
F L FE R 11 57 1R 7 RNA B AR AL mBA HIJEAL[17]. 1 RNA H ) N6-FF 3 i ] DA 25 F 340 it
#[18]. —H RNA Lff) m6A BT, M8 E Bt 7E m6A /51 RNA RS R 3 E2/EH,
A5 RNA BIH: . #55. Rtk BRMANEIIRSE[18]. MK, HILALEEAN 25 AL IR T mBA F3E4L
AL ANEAS AR, T RO R A IAERA SE mBA &4 RNA iz 5 i AL % S B4 FH (4 1)
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Figure 1. The dynamic process of m6A methylation and the structural domain of IGF2BPs
1. m6A BREALENZST I K IGF2BPs L5415

IGF2BPs 2t 5 iR B e Bttt 5 mBA &I mRNA 454, M LA meA 4 1) 77 s 3 Hofa e e
[51. # H., #F1 IGF2BPs [ AR H T 80% L & — AN LA L1 mBA B4 X I, 1X 46 X 48 7F 75 [A] 5 m6A
SAGEA[S], IXFEW IGF2BPs £ m6A F 1k RNA H46sk 5l h K iEE EE/EM . 4R, IGF2BPs 7
N5 A I HAR S T WL AN Sh B A W 78 00 T fid
4. IGF2BPs {EA m6A [FiEsSEERIE KR4 hr{ER

AR AR Z HOUFE R I, THAESR I IGF2BPs 7E 22 Rl isd /oy mBA N AR IEE £ R EE
HI7EH
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4.1. IGF2BPs #E AR EREPMIER

HER IS AR A PR, IGF2BPL il R E L4 mBA B 1 S A1 SRF [ a2 38 rn A T 14 5t 240 A )
KA ZERES[19]. ET 5 WIS, IGF2BPL nlifiit RNA 4548 1 PABPCL K& 4 meA {411
PEG10 mRNA i 15 40 Ja] 3, I i3k 4H 14 5 [20]

ANFT IGF2BPL $E [ /b MR 25 AL, IGF2BP2 | 225 T MRS, IR RS UK MRS 5Z M
KGR, WRMER . ML RGMRH, IGF2BP2 DL meA #iffitt: 7 :\faE MSX1 F1 JARID2 #
S, RN 45 g 40 B RS RN A7 UG [21) o FE AR R G RN R, 7E B 4 M g R BE AT DL B i
METLL3/IGF2BP2 5[] m6A &1t PPAT Az g VAN, 33k 1M 1 45 40 J&) 3 LU i3 Vo &4 ke 119
HHE[22]. TEIMR RGAH I, 1IGF2BP2 it LA meA it ke e HAL %), o3& PRMT6 £
AL975 4 (L SC) 4 F5 A0 Stk ff v 1 afi i3k o J T () 3298 [23]

IGF2BP3 ) &5 T Z MR & A K . fE B, IGF2BP3 LA m6A kit 77 S\ B 25 & K fa
£ PKMYT1 ] mRNA, {E3F40 {2 22 F1iE#2[24]. IGF2BP3 /2 B & AE K. B0HE M OGE R F v i) S
W T B4, ACINL it meA &4t METTL3/IGF2BP3 Fa & AT i3E = 2507 21 ffd i 14 5 AE A% [25]
TEWA R 2RSSR T, IGF2BP3 it 454 INcRNA B3 circRNA, ZEFVEH 5 H mBA &1 ()L 5
FHEAEF, (et s e 42[26] [27]. £ MERER AP+, 1GF2BP3 @il /EH T RCC2 mRNA Hi
(1) MBA £7 pS R IE5 RCC2 ik, AT RN [ L9754 R 473

4.2. IGF2BPs FER Bt EdwIZPHER

Ji 988 4% 14 2 4w B (Tumor Metabolic Reprogramming) e M8 41 ity 7 38 N PRSI AE A AE AR f, S E &
RGBT IR —Fh A 2= IR [28]

F B AL AL AT P AR (Warburg 25087) [29] [30]. ZEMRACMEkAR[29] [31]. FEFiAC i H 4w A2 [32]
[3314%. hAl, EWEI&FR G ot PR AR [N B8 2% VR X 40 PR 38 R 2R 1 5, 30 3o 8 4 400 B A U 0 (i a3 AR o0 i e
i 7 THI R HE A AR [34]

HK2 Al GLUTL &% A S8 K 7, 48 METTLS #2751 m6A /K1, F7EH S5 4% IGF2BP2 Al
IGF2BP3 faE, Wih Warburg 28 (E k4 B et e [35]. e S PERaENE S im e, 1IGF2BP2 43l F] H
PABPC1 FlI EAZ B EHL 4G 1 (eIF) B &40 elFAA JIE5E-5 meA 1B S %R GPT2. SLC1A5 F1 MYC
(17 MRNA B2 14, (e dE 2 Sk fie (1 B EDURI AR T, i 32 Py A4 PR 1 0 A [36] » E 325 FH 400 M 5 4t ke o
SIK2 1 8 I 4041] 5 W A2 3k ks i3k F2 , ML FTO/IGF2BP2 #1415 SIK2 mRNA F45E[37]. 4k, IGF2BP3
A METTL3 @il B ERBIAIEE A meA &1l HDGF SRALHE S IK T HDGF 3Rk, MIififeff GLUT4
FTENO2 ks RIE, RALEE B PSR, A& S B0 A KA E£[38].

4.3. BRIFEHE IGF2BPs

Ji 98 SR 555 (TME) (0355 4% Al 4T 28 780 (A0 35 P T 2 . P s 400 R 47 728 400 ) AN A 400 i 1l 2 (B 45 4
M ANEET . AH PR AR ) . P RIA AR GG T — DN ERMAES RS, WAEERRENZA
JiTHl

163 B4 S A g B, IGF2BP3 it A2 5E mBA H FEALFE AR AE HE 41 B 4h L R (ECM) AR, L F%
COL6AL. LAMAS 1 FN1[27]. H¥& IGF2BP3 Mk FF% T & & m6A 1) HIFLA fs e, M)
T A AN BT R R A AE R [39] 0 BR T AR G 00 e I A A R A, AN A AT DA R AR, T I
T8, ST M B TR XN R R 1M A AR AU [40] . 7E45 B, IGF2BP2 F1 IGF2BP3
3 EaE EphA2 M VEGF A SR Ui i A2 B IR 1, BE 5 0% Rl PIBK/AKT/mTOR Al
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MAPK/ERK1/2 {5518, {Eitanpuss . TR 7&[41]. s, METTL3/IGF2BP3 filiif ik 386 i T i #e
Fr PD-L1 1] mRNA F&E 11 S 85 B 8 (1 1308 Sk 5 TME H 0 s 40 i 19 T 28 b Bk g 71[42]

4.4. IGF2BPs 5iit#5tE X &

RS R AN A rh, A5 S METTL3 il meA /K83 75, 1IGF2BP1 L meA kit 7 ks &
TFAP2C JE[H, AW AL ST 45455 [43] -

TEG B, METTL3 {2t SOX2 m6A &34k IGF2BP2 iR, St SOX2 i, Mg 5@ 40 i
Tk RZEFEA YD RO 251 [44]. IEAN, METTL14 /5 MN1 H3E4LIET IGF2BP2 #ifitE
BARSEE T MNL RS pgfeoe th, (REBITE, ANIREE 1B PR 1 4 e X4 R R i 24 AN o 10F Jg [45]
METTL3/IGF2BP2 75 PLK1 [] m6A &1 38 hnF Az e IR0, I 5 255 e 00 FBUH T 245 [46] -

1EE E A e T, 1IGF2BP3 1T m6A it 77 fs & CDK4 ) mRNA KA JEAE XS CDKA4/6 411
#il 71 palbociclib [IHURE[27]. ABCB it ik 155 2 2l 24 (MDR) i 45 1w A L xT BA5 ABCBL A% 7=
PRI 25 i, X2 T IGF2BP3 25l ABCB1 [ m6A [X I35 7 ABCB1 AR ka e 1 [47].

2 LRTR, IGF2BPs i@l 5 & meA MBIHAL AT 1) mRNA 454 I3 in HAz e ik, 1F e L R e 2
RIRA AP0 e, migs. AR FRUU. M8 A M e b S 2 . XX —FEEAE
S B TR ) e o TR AR — A B M, X = AN E ATEAN R R G TR ERIE AR AR, 1IGF2BPL
TEMREIAEERIE, BUOEE SR T ARG 5MWE RS, TEMEH DUIKSITH A, IGF2BP2 TR 1L
RGP RIELE BN, ST LEEN T GLUTL, #5B)M R4 M £ S B3R 18 T A4 4%, 1T IGF2BP3
Wi RE S EMT MREARIE, REEA RS E IR ZITR MR /1. BT eqfEhN RBP HI/EH
Ab, MBA [RIIAR 1 % 8 1L A X IGF2BPs IR ANIRER o 77 Bk — B i RGBT 78 K 7 -1 B IGF2BPs
AT, AR AT A FRRE R B bR R SR SERRIE R AU 45

5. IGF2BPs & RS &R P R{ER
5.1. IGF2BPs #EF/RIK G RREEF RIMER

B] IR S BRI & 2 AE N i WA R T 2, R — P IR AT MR - IGF2BP KRR i /E AD ¥
i 20 2 P RIE ) A R[]

IGF2BP1 /£ m6A RNA 1&1Hi 15 5k 4% (reader), JEid e JEEAER STUBL 1 mRNA, [A1#:(EdE H
W 3o AR TE BRI A Tau (p-Tau)B A, MIMTZEAR AD KR EEEfE[48]. B40f RNA W5 M th Bor, 7
AD 1 5 4491 % (DLB) &% BN R 4l o, IGF2BPL (kSR 3 Fifiash . X& W IGF2BP1 1]
f62 5 AD FREDIRZS N IR B4 i AL FE[49]. 73— TWF 7R B, IGF2BP2 7£ AD B 414, JuH
MG YX, RIERE LR & ABL-42 [E A ITT IGF2BP2 1) mRNA Fli [ &kt 2 75 [50].
Deng B MG B2, RKIL IGF2BP2 TER /R B B8 th i iRk, b5 i kB,
IGF2PB2 i 3iAH %5 5 ECM A EAEH . JR3BRk it i1 - 40 732 44648 BAEFH & TGF-
BIETIEE, XL IS 5 A SO KM EIBIT IR R AR, #2271 IGF2BP2 AT i ok 121K L i 2 5
Wi AD JRER[11]. e EFNAGE ST B2 AD B 10 B4G1E, 11 IGF2BPs [3R1E 5 AD B3
LT JONFIThEE PR S VIR . 7E APPIPSL #:3E[K/N R (AD i8R, B[R KDM1A i@
i B METTL3, #F—PuE IGF2BP1-STUBL @ %, 24035 /N S KN D e Gl 7K 1K B S8 vPAl) I3k
> AB TTRRIHE 45455 [48] . FEFHE RAE T, IGF2BP 5 [FIRE K 3% EEAE ] . 78 N2/ K5 41 s (C20
), @K IGF2BPL J&, AD AHICHI A 175 S 2 K 40 M K (IL-1a, IL-18, 1L-6, TNF-a) 4% 2%
491, THHNE] 1IGF2BP2 [iE MEH R W ABr-ap 51 EEIIAHIRIE 77~ FEATH MO I8 T3 Il . gt —

DOI: 10.12677/acm.2026.1641628 3642 Il PR 2 2 3t


https://doi.org/10.12677/acm.2026.1641628

ENS =P =]

AR TR IR IGF2BP2 ik m6A /-5 NLRP3 #hE/MANLHI AT §E 2 3% AD & A K ) B 2842 [50]
IGF2BP 5 Jfk B b7 75 B JR R BR Hp HE IR IA R B O, & 2 AT AH DG mRNA 25 17 5 e 212 A1

MHERRRIIE B, A AME WL TR T RANTHRERAT S5 A 5 S Im R, AT 2 A 28 58 R DA S pf8

JCIIAFIE - ARKA I8 IGF2BP FKIGE I FHLHIBE L nT BE 245 AD B RHIS W YR 7 St ik, B .

5.2. IGF2BPs fEfH & 7 S B X B1ER

M A% (PD) & — i s ULk 2B AT PRI, e 1) 2 BELARRAE 2 2R 0 R %5 R (SNipe) HH 22 EL i RE A 48
JCHET . HA AR/ BB AL ALKBHS. IGF2BP2 %528 4 i 75 B2 i h ik 1, SUIRfA IGF2BP3 %Kik
T, UiH IGF2BP3 TT REZ 504 AR K [51] -

PD i ELFFE AU 2 LA A T IR Ik, IR TR A 50, TEMRSE BV-2 /NI 41 A5 7Y v
WRILT IGF2BP2 iR 5 meA &ifikEaE GLRX mRNA, JHFEE METTL3 & 5. Mk IGF2BP2
AT L2980 GLRX 1) mRNA Ki&, 1ifik IGF2BP1 5t IGF2BP3 A i # 521 [52] .

DA 5T 352 B IGF2BP SR i R AE A G AR T AR AE R A S, T8I A AHOC mRNA 2 550 1)
R A

5.3. IGF2BPs fEH fib #142 R G ik h Y X B 1A

B 7 BT 7R R BRRE AN AR, TEMPIR BRSO, IGF2BP2 R E T HERIME . A& wh &4
A3 32 5 AR AP 4715 (DRG) H H3K18la 7K1 Tt 151, T Ja 2x i 1gf2bp2 #5x%, i IGF2BP2 7K~V Tt
/5 FeE Cet2 mRNA JF Lif CCT2 ERIL, S 5MAHREMAIRI R ERKE. TmAK Igf2bp2, 28
13 283 BRI P98 /N B DRG HT Cet2 mRNA ANERGE , 7] HLIG S # s i BORE R IR « [ 2, #90 IGF2BP2
K, T CCT2 & A FF 15 S AR B E IR AT A[53]

M2, IGF2BP2 fEML B bl H3K18la /S EiRsEeE, HoACTFA LB Cot2
MRNA faE M & CCT2 SRk, HEUmRER, =2 5% E @88y T

6. IGF2BPs FER M fm Hh AU < 52 4E A
6.1. IGF2BPs #ESEFR % PR X B1ER

2 TR 54 FH 25 DR 2H SR FE 2504 (GWAS), #EAT 3804% 22 23 1 A B IGF2BP2 Jy 2 Y% K9 (T2DM) 5
JERIELRI[54] [55]. UFGRAHE FRIG (GDM)ZHE PRI (1 —Fe k25 8L, A1 T2DM A 38 AHIRI B % 5. 75
g, — U AL R IGF2BP2/rs11927381 JE[A ¥ C Z5A LK 7] GDM ¥ 5y Bt B N7 1E 2 3 BX R
1M HIX AN A [F] BMI, 505 RS R R R s R I S BAEA, SRR T F E 2o - GDM 1)
Kz [56]. IGF2BP3 HZIATE T2DM & B, XA 5 miR-25-3p B~ EH424H5C; IGF2BP3
(0 b 3 — i mEA MK E L e s B I mRNA (15 5 25138 Sl B A 0643 1) (dE e & 3 HUAn
B AT RERERT, FECSIE . = 3R MR BOE R e BRI R, (™M T IGF2BP3 7E T2DM Ji 2
R DGR R A I E AR bR S ANE[57] .

IGF2BP2 1454 PR i BT AT B E 2 IR B 20 R 8 BE RN Dl e (%) S B R 1 IRl o0 o — Uit 9 L,
IGF2BP2 1] LLUi77 IGF2-AKT-GSK3p-PDX1 5 5 il gk k& PDX1 2 Ik A2 12 B 24H it 15 5 A Bk &5 2540
W, CCERERI B AL D) BE[58]. IGF2BP2 2 5% R A ATLER, 348 ] REd it R 1 JIg s 40 %) 2 i A
KAEEACHIR LI INCRAP2-IGF2BP2 B & 1A 2x [F]2ELE H AR mRNA £55 78—, MIMkE4iX 4 mRNA
WeIRTE A, Freigak il neg, 2 HESI NG T AR RS e B TH FE[59].
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LR LRIk, \GF2BP2 Kk KR A% A8 572 2 AUBE B B IR R, G RE PROS P8 A% A RE DR, 200
PRIG ARG T 38 4k 3 22 (R 3 A 22 A

6.2. IGF2BPs TEHERFHE X H LA B XBIER

BIRA LA R R, IGF2BP2 kKXo B FR IS (1383 A% RS S M 0K, (R ERE R A DGR 3 K
e, ARG SRR EE T EEMIER . #lin, TERERIE LM S (DR)H, IGF2BPL #3if T — /MK
SR ORGP A 6, (D) RRAE SR AT B (HG) PSR N IR ML B AR AL i, AN T 55 12 fE [60] -
Ak, IGF2BPL 1E i &) 4 (HG) 75 3 1 NIt ik 9 Bz 4l (HUVECs) ik B, it meA it s
AT HMGBL mRNA, T A0 AR PRI L ACRE A 0 P B 4 M 0 T2 [61]

IGF2BP2 B[Rl i i 3= H e B A mRNA FoUE Mk 2 5l R Wi A G R ACRE R K 2B . AL R
IGF2BP2 iR % METTL3 415/ NDUFB5 mRNA ) m6A 1&1fi, #7112 NDUFB5 )31k, gLk
WP AN I RS, (20 PR S 5 1 1V A [62] 0 B LR 9 5 55 (D)2 R P8 5 L () Bl L8 e AR, A
1814 5 995 (CKD) ) 3= ZE R R [63] o AHICHIF TSR, Kl IR B i 8 B IEZH 2R mBA 211 P 2 %%, IGF2BP
FIESE m6A “Bi” BEARIA R, R AL RN E 0 K R R R fE g AR [64].

6.3. IGF2BP2 fEE X it R P N1EA

AR D) BE R A AH DG HE D7 14 9 (MASLD),  JE AR AR RS PR R D7 9 (NAFLD), 2 A = A oS i) —
T 14 93 [65] [66]. Hilnc EL3H1 IGF2BP2 & A4 FH K4 51 Ppary mRNA FRIAS E P, 3 1M 1 5 A g i
fRH[65]. 1Ak, AK142643 {23t IGF2BP2 5 fi5 B AR i) G B i 55 - CD36 mRNA (44, #fm HAdE
P, fREEERE, DR A s AR 2, R T IGF2BP2 75 MASLD &t e 14 F [66] -

WF 5T ™ B 5 AP N MASLD #Z Ok BEMLE . AR KB, LncRNA MEG3 nliEid il IGF2BP2
BOE TLRA/NF-xB 15 S3@ %, 6/ 10740 M= A2 90 I 5k B =T W FEAE SRk & 1/ BB AL
A MEG3 J5 K I IGF2BP2 ik FFE, /INERAREE . IUWHAN RS KPR e, SOEFIAR D AR 3R 0842,
Wi B 1IGF2BP2 75 i 53 A A ik i KL bk B8 A FH 671

A, IGF2BP2 1B N— AR (1 HE 2 meA IS LR (1, fEshBAL RO T B 154
BRI RE T AR LA IGF2BP2 4 s YA YT AN AT LASSCE AR R ELIIRAS, 38 mT DU I I 15 A 5 1AE
SR, WU IR R, AT R B AR R TS

7. IGF2BPs ISR 5 R 28

SRR RUEEIE R, IGF2BPs I8 7R AN SSEME MR ISR, RS S MR R AR TS
Jill. IGF2BPs & S id ik, DR nT 1 S S Pihi 28 B 2 W F TS B A= s 5400

IGF2BPs fEAMARE I, T &I I& i) SRR A A2 R A i . 7245 e+, IGF2BP1 Al
IGF2BP3 1] e A2 i 21 i fis N A IE A B £ AR b E4[68] . Yang 55 ALK IGF2BP3 il IGF2BP2
A ARG A Ay = B PR L 0 e SRR, = DM LI R TS B 22 12 T2, KA B T L s
SR AT ERE T 2 W A E YT [69].

Ak, IGF2BPs E il E WU TR 15 vRAl . IGF2BPL gk ffi e N i [70]. B Ra[71]. T4 fu s
[8]45 e A R Tl fm 4645 . 1IGF2BP2 il 5SS e EAHOC, NI [72]. 45 B lmiw[44] [73] [74]H0
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