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Research progress of m°A methylation modification in glioma

LIU Xue-Run', CAO Ying', WANG Ying-Long’, WANG Rui', ZHANG Yi-Nian®**
(1 The First School of Clinical Medicine, Lanzhou University, Lanzhou 730000, China; 2 Xiangya School of Medicine,
Central South University, Changsha 410000, China; 3 Department of Neurosurgery, Lanzhou University Second Hospital,
Lanzhou 730000, China; 4 Institute of Neurology, Lanzhou University, Lanzhou 730000, China)

Abstract: Glioma is the most common primary malignant tumor in the central nervous system and has a poor
prognosis. Some high-grade gliomas have unsatisfactory therapeutic effects even though surgery is combined with
radiotherapy. N°-methyladenosine (m°A) modification is the most abundant form of post-transcriptional RNA
modification in eukaryotic messenger RNA (mRNA) and plays a key role in mRNA splicing, translation, transport
and degradation. Exploring the mechanism of tumor origin and development from the perspective of tumor
biogenesis has been a hot research topic in the field of glioma. Studies have shown that m°A methylation
modification plays a key role in glioma through multiple mechanisms, providing more possibilities for early
diagnosis and targeted treatment of glioma. In this review, the relationship between m°A methylation modifications
and glioma is discussed, providing new insights into the early diagnosis, histological grading, targeted therapy and
prognostic assessment of glioma.
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GBM & 1 P L A A7 [ 500 14.6 S, AU
3%~5% (¥ B A AP R 3 48 1, Rk, RER
F SRR (K A= D SRR, SR AR 2 W RR T HE
—HARAM R T A A U IR T A

RAIFAL S FEA A DNA FA 7 FI AT T
AT P e DR AL P 5 T A LA P T S B A
RIEWIRERI B, EE A DNA FIEEAL.
HEABM. OB ES, RNA 1%, RNA &
Wi R A =24 i R BE T I3 BR 458, 60% DL _E 1
RNA &1 FHEAL B, Horh m°A UGB 2
% mRNA P F & e B E Bk
I m°A RNA M@ 500 RNA A 72 4 40
R SEBE . AU R (0 A SRR b A
TR Y, X R R T A IR T R RE TR
B AR T m°A BB R TR I A
W TR, XA BRI ST T AT TR, B
FENHE— R TT m°A B 5 508 (¥ 6 R AR AL HE i
A5 -

1 m°ARREALEA

m°A FIIEALIE 1975 S IR, /& RNA JiR
FEREEANHMLN LRAM AL . 5Tl m°A
R Ak 2 BUAR% AR ) mRNA b i 5 5 Al 2 %
WG Fe BB, FE TR R A 0.1%~0.4%",
m°A B8 H R A AE 3" JERH B K i X 35 (3-UTR).
KA DRI 28 12505 7 X R )R <77 51 RRACH
(K RARFGHA; HERA, CEHU) L7, Hi
A HHih m°A. R mRNA 4k, microRNA (miRNA),
KBRS 5 RNA (IncRNA), IR RNA (circRNA).,
BE K RNA (IRNA). #4232 RNA (tRNA) Fl/M %A~
RNA (snoRNA) #) 54 m°A &4, L LT¥ K&
BT FhR 102 R D 36 R A AR R A 3L 8 ' 724y
THUE E, m°A 25T RNA I LF A 5 5%,
FLHE mRNA [FBIRE PR BT, S AN &k B,
VEN—Fhsh T SRR, m°A AT DLy R L4
T W ( UK writer) W 0, I B 2 H AL B ( SRR
eraser) 2 B. MhAb, HEE M m°A R E A (UK
reader) A DL B 20K (Al 32 45 & m°A 7 41 LLEZ I RNA
ifg.
1.1  Writers

m°A &1 2 2E 7 1 5% 1 mRNA in Tl F2 o
pre-mRNA BBt ", iZid F2 1 B i m°A LR il
AR (MTC) 4. MTC fRIA% 0 B4 4 B H 3 4
FEMEFE 3 (methyltransferase-like 3, METTL3) A1 METTL14

P11 @ EC AT B S8 — 5. METTL3 & & A4
PR LR F S RE I, 9 MTC [z 0 E3E, #2 3
BEALAE I, mFR METTL3 3£ W] § 3 m°A &
MAvE It JLF 58 4x % %k . METTL14 A & A B A FH &
HRAe ), FERIE RNA 5605, B HMEOEIE
#8 5% METTL3 #4035 M i 7 A U0 1 &Y Wilms Jif
R FH 55 55 H (WTAP) J& MTC B9 55 = Fh a2y, it
595 8 R m°A LB R OCE (A (VIRMA), &
Brds CCCH i 19 13 (ZC3H13) F1 RNA 45 & 3
FE A 15 (RBM15)/RBMI5B 2546 B [H 1 HAE, 43
5% METTL3-METTL14 — 54AH @ AL 7E 40 f k% 85 )
Mg A%/ NBEF, TR T m°A Bk R 1,

METTLI16 /& —Ff A AT M 1) m°A 3k
A48, METTL16 5 METTL3 E45 89 b+ 43 AL,
(AT EE AN B —, Ak RNA 5 1) 1 45 1 5 17 5]
RNA JE#). METTLI16 #&K#i[) m°A &1 24716 T
NET W& T - MR TFAFM U6 /MMZ RNA |,
7F mRNA Fe e VR B 32 b & 4 1 4 ) 1,
1.2 Erasers

i 107 HEJREAF 56 25 1 (FTO) Ml Ak 18 5 [/ 24
5 (ALKBHS5) ¥ 3= 22 2 B A0 i 1 AH 44 B3 B
m°A H IR — AN sh S et 2. FTO #
ALKBHS [fJ& T ALKB %%, &K#iT Fe’ 1 a-
% R 25 Bk m°A FIE AR . FTO 76 41 i 53 A0 4
Mtz b 356 A, 2 HETET A A A%+ FTO
Rtk m°A & H 54k, 1 75 418 5 R FTO fBl-7- 58
11 - Ak N6,2'-0- — FIEAREF (m°Am) ()25 F 3k
16 U1 ALKBHS 5& A7 T 40 i #%, 141 mRNA Jil
T -F A FEME, I8 mRNA %) H A
et U, #F ALKBHS Spg4ifrh, 4% RNA %
Ik, 4HH5 RNA KPR TH R, Bid: RNA &
B, UK RNA B R 1 2019 4, B 7T
A UK 8L ALKBH3 2 5 (RNA ) m°A &1fi, it
—BFE T m A BN E Y,
1.3 Readers

YTHs 5% A& 5 S 4 46 2 i mPA R &
Wit YTH 45 M3k B 8 5 m°A {7 £145 & 3% RNA
MBS E:, B, e MBEt, Nme2s 5%
S U FEARPH S FEH YTH 4
%A (YTHDF1, YTHDF2, YTHDF3. YTHDCI #l
YTHDC2), ‘B4R E ML, (HIge5E A E .
YTH &5 ¥4 % % 2 (1 1 (YTHDF1) 5 m°A 45 & )5
A 2 mRNA 811 20% ®. YTHDF2 i it 4 3%
CCR4-NOT HAWKA 2 mRNA [f%f# . YTHDF3
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Y YTHDF1 Py Rk & (5 A &, FE540 YTHDF2
A5 10 AL mRNA BEfE 2, YTH 2538060 & &
F1 1 (YTHDC1) /& H 8 %0 19 ME— % A7 T B 1% 1
m°A WRHIE [, IRIE S 5 B AR Tk 1
3E 4 i RNA XIST /i 5 1 R Wik AL TTER &, LR
mRNA %4 ", AFFHAL YTH 2, YTHDC2
TEENALR T ERIL, S 22955 5% 8 MEIOC
FEAER, TEUE5> 2400 1) 4 s 2 A B 3R ROR,
[ I B (G ¥R 2 11 mRNA 25, 78R 7 b & 3%
SRR

— SN AT YTH 25445k ¥ 2 1t vl LR 51
m°A H B . %A 38— % B & 1 (HNRNP)
1 RNA 45 & 453k, Hpli it HNRNPC. HNRNPG
FI HNRNPA2BI 7F 7] 78 BY 2, RNA 4% {4, mRNA
AR A1 miRNA JT 7000 T p R R U2 B
IR R 7 3(EIF3) 1 B AT DLE It B 8245 & mRNA
5-UTR [ m°A A7 4, DL G i 7 RS2 46
43S B o AR st E A IR P, S RREAEKE T
2 mRNA %54 5 1 (IGF2BPs) fu#% IGF2BP1~3, it
RE @M 45 A KH 45038 (oIl KH3-4 W45
) R R m°A B mRNAPY, IGF2BPs if
B4 A moA B A5 5, BRI mRNA [ P4 fig
B 3% mRNA [ i A7 R e dE A2 e 1, FR0e 3 S0
B peAh, MERREOE SR E ML 9 1 (ELAVLI),
Jfi vt X & S48 N 2 B (FMRP). FMRP #3635 15 &
(11 (FMR1) DA R A% 0E A8 B8 1R 51 m°A A& 16 3 5
RNA 1720, {H L% 8 U5 m°A &1 4 s R HL
HE FR R P

2 mAPTBETFSRRE

5 R R mCA B S AL T T — MR R
PRI, 12 SR R AIT 9T SR AE I 26 5 AR R AN KT I,
NI SR IR T R AL T OB Ry M AR . fEC KRR
M gerh, KA—FMr i, BFE - m°A
AT BB, m°A BRSSP ER, T
— 2 DA I A 5. mPA FE IR R R AN R R IA
Wi B m°A B E K TR K & A2 R R AR TR AN AT A
PR ERIR 1 R A, 3B AT Be I i 1 & A
2.1 Writers55 ERE

—J71H, —Eef 5Ly METTL3 {2 i % i J8
B R Ao 5T R 40 (GSCs) B\ =2 I i BF
H R R R 4R R, e B IRERIF 2 M, 2
J2 5 R TBOAK T IR RN B 48 A K ) B B LA P,
Visvanathan 25 P % B, GSCs 7£ 4 4 43 4k i F&

m°A RNA HEMEKTRAE, ATREZ T o kit f2
METTL3 FiA& NR#ATiE %K. Rl GSCs i METTL3,
GSCs $5 5 AR 0 3Rk 55 35 0 /D FLIFE T~ 0 248 i
MLl b, METTL3 7£ AZE$i)5 R (HuR) fF7ERF, iR
SRR X Y HEEE 2 (SOX2) mRNA 3'-UTR [¥]
B SEPEAL SR T mOA LB, S
SOX2 mRNA [ E M/ F GSCs T 40 R PE4E+r
Li 25 B SR T mA B E U5 mRNA
F# % (NMID) {2 13 GBM A= 1t e (i /L1 : METTL3
IS 1 m°A &4 Al LLE T i BCL-X 5 NCOR2
KRN 22 28 R, | K52 IR & S B4 81 (SRSFs) RIA
K, FERT LA YTHDCL #8i) NMD.  Visvanathan
26 BY 90N, METTL3 @i 47 RNA 4i%E#lE ADAR
HI APOBEC3A 3k i 4F A-I il C-U RNA % 48 = 1,
76 RNA N TV 2 0 b i 5 2 0 E B 1IE A,
UUBR METTL3 S0 W G S sy g . 7>
BT METTL3 JT 2k 5 RNA 8 45 1) B4 0 (a2 50 05,
% W METTL3 7E£ NOTCH. NF-kB. Wnt, ¢-MYC,
TGF-B 51 5 B4 88 AH G Y O Bt B0y 38 2% v #10 2
AT BYL ARG AT RNA ) meA 1A 1)E,
METTL3 & A LL7E HuR %8 B T Bt m°A 15118
3 IncRNA MALAT1 53 5& M 7 0% NF-«B, fe it
IDH %7 A= Y Jig Jit 988 f % 1k i3k Jg B, METTL3 i i@
B i B B e i (TMZ) Bt 18 2 (] O6- H 3 15 12
15 -DNA H IR B (MGMT) Filfi IS -DNA-N-
B B RS B (APNG)P. 4238 A1 55 JE ]
(R A BT L & METTL3-SOX2 2% B 14 9 DNA
1B P, FE R R AT i 5% o R P B AR
=T, — LR 5 METTL3 & m°A
i B A AR A6 598 44 24 mRNA 1)
m°A B KV BEAK, Bl 2 5 IR % 1 R R 1
METTL3 ) K15 2~ FF#a %, METTL3 i i #
PI3K/Akt/mTOR {55 i % HHix L6 2 [ I R AL K P
FOH1) e o R A L B L SRR AR 2R, IR A S L
7B, Cui & ™ &I, T8 METTL3 1 METTL14
A% 5 U L R (0 ADAMI19. EPHA3 Il KLF4)
AL (40 CDKN2A. BRCA2 il TP53111)
TN, B TR o A A 7 A A 8 o i T 4 PR 1
1 (GFAP) Ailth & Juhn EITAL B 14 & A (TUBB3)
A, (2R GSCs [ B 35 B R & Ak 3k —
* H FTO #4155 MA2 4b# GSCs, & B AE KA
E R H 2 B W A E] . tbAh, Han 5 U OB 5T
[FRE R DA L T IEH I 4143, METTL3 78 K 58 41
iR, METTL3 FiAFEK T COL4AL (1) H 34k
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I B HRIEK, i 7R PURAM G E . &
AR,

A WTAP fE R TR mRis, HE
JR2 SR oy A VIR O, R g (MI~1V 2% ) R I8
H 2R WTAP 13 1A B 2 v T 11K 22 0 Jie Joi 98 41
g1 ¥, WTAP il i 52 3% 7 A= K K 7 %2 4k (EGFR)
TG PERZ M Akt FIREER AL, R T GBM 4 i 1) 3 G
ITERAZZE, R H e fe S 8UR R E & .
cDNA 5 i 57 WTAP A] G818 5 b 983 40 i 3 #
1228k, U1 CCL2. CCL3. HASI. LOXLI,
MMP3 #1 THBS1 {31k ™, G55 %, miR-29a
A 5 QKI-6 [ 3-UTR 45 & I #1 #1] QKI-6 [ % ik,
WTAP £ QKI-6 ) T i 4L R Rk T B, M
A5 50 5B 200 0 S P ATl 2 B )
2.2 Erasers5iXRIE

ALKBHS 1 FTO ## m°A 2 F 3L (b i 76 7L AR
b B A OR S R e AN I B AR 28, T AR S
e AR e b LA M IPE ], iX 3R BH erasers 7E
JibgRg Al e — N E A EA T R4 ™. Erasers £
B2 5 988 1) A e v A v A EE R A . 2017 4,
Zhang 25 " BF 9t £ 8], ALKBHS £ GSCs 4 T =,
BRI B R R, A BRI s ML L
ALKBHS i i [£ 1% #8 mRNA % 3% A (5 & 3'-
UTR) ' m°A [, i m°A 1B B8k 25 H R,
P2 GBM B3 fh S FEIE K] FOXM1 HIERIE /KT o
% BE -6- BER I A B (GOPD) & B e IR B i 42 1
HIEREE, B 70 KB ALKBHS ] DLAE AL G 5
4 G6PD mRNA 2z HiFEAh, 1855 Hfs e M JF(E
HERHVE, OEBERR MR ISAT,  1E T IR A 1 i A
RERAR M PR R . Yes #HKE A 1 (YAP])
£ GBM Hy3iT % F112 28 v & 4 75 10 7, Kowalski-
Chauvel 5 "™ #ff 7t &7~, ALKBHS 45 YAPI %ik &%
IEAHZE, ALKBHS A] Ggi@ it 1% YAP1 5200 GBM (1)
12286811, IEAh, T ALKBHS 7] DU i A% [F 5
HEAMBEMFMER (40 RADS1, CHKI. XRCC2,
BRCA2. EXO1 F1 BRIP1) f] 3% 1A fif 3% 4 i 598 T
41 i % 48 5 3 8. LncRNA SOX20T 7 TMZ i 2
YA M GBM g FEA T T, st 5
ALKBHS f§f SOX2 s AR HHAL, i SOX2 1
ik, Wk WntSa/B-catenin {5 5@ B, 01| 24 i 7
T2, {Eibgn s T™MZ stk B,

Cui 2 PV R B, FTO M5 MA2 7 4A& 5 AT 5k
2% GSCs A KM H B 77 15 TR I =g 1
(IDH1) A1 IDH2 LA NADP" {5 #fi i) 77 2 Ak 7 47 ¢

PR IR SE A AR A B a- B R IE, 2 80% [ TI~III
2% Il 5 9 A 4k 1 GBM 1 £E IDH1 F1 IDH2 ] J
BARMMIIEAS, TS IDH1/2 7724 —Fb fif e 4 i
Y 2- # 3 % —# (R-2HG)™. Su %5 PV B 5t R,
FTO /& R-2HG W H 4 5, R-2HG 5 FTO 45547
il FTO ) I EEAEH, FF{K MYC/CEBPA # % A
ke vk, RIEPUMRIER . SR, Tao 2 PU 5T
BoR, FTO fERFR HHRIEACHR T, HBAES
R FR 2%, FTO &5 FOXO3a #H HAEH ]
TR HEAZ AT 3R RS FOXO3a BERER, ik it 2 0 1k
TH-

2.3 Readers5RREIE

2.3.1 YTHDFFYTHDCZ ji%

5 METTL3 #fd, - tbrIfems i+ YTHDF2
ACPART R GSCs®* ., Chai 25 B i 5T R 1A,
YTHDF2 3 5 [ i J8 % 14 #2 B2 i . WHO IR J5it 8
e TG ZE SR s WLl b, YTHDF2 j8id il
%] METTL3 4 5 ) UBXN1 mRNA | ] m°A 1& 1
A7 ASN#E UBXNT mRNA [ fE, 0% NF-«B, 11
T J 98 2. Fang 25 P % ¥l YTHDF2 i@ i m°A
¢ #6t f¥) mRNA ZE &% i LXRa #1 HIVEP2, LXRa
30 sk R Y JIE R ) B N B H 4 R B I ]
BASSTAT, T A [ T R J5 9 1 4 B AN AR 28 6 AN
"] /b B HIVEP2 & —Fp e St 7, NI bs
SSTR2 wJ 41161 Jig Joi Jgg #a %), % MYC. NF-«xB
TGF-B 5 5@ a m T EA B R 2T
1, EGFR/SRC/ERK i&f2fasE YTHDE?2 [ ik ™7,
Jei & X LUK m°A (17 2\ € MYC Hil VEGFA 7E
GSCs W %% ™ 4z Pk, YTHDF2 i ik Al
fig [7) I 0 UBXN1. LXRa A1 HIVEP2 mRNA f{]
Bfi, a5 2 A FH M 2 R R R

YTHDF1 £ B8 him is, H 5B &
JibJg o3 9 B IE AR 9%, R YTHDF1 () 3% 325 K 101 1
PR 40 M 42 28 5T R 66 71 B Yarmishyn %5 B[]
FERIL, YTHDF1 78R ik i, idi—2ut
FLUESE YTHDFL 225 | RNA 454 & H MSIL /3
() GBM 4 i 384 5 AN I 7% S5 g i B 2, R AE R
17 GBM 28 i ¥ - 48 i A R 1 o Ok 4 R BEAE
YTHDF 1 72 i 596 1 3 15 An 540 o

Li & BV pf 95 S on, METTL3 3 5 85452 [ 1 11
NMD 75 % YTHDC1 f#1E. mifk YTHDC1 3K 5,
METTL3 i 3% 3 1) U87 41 g 1 3 5 WA &2 B i% . 7
METTL3 i #i% [1 W377A/W428A 584341, YTHDCI
ARRefEi UST A pskiRA s e 77, 58] YTHDCI
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AT H m°A G553 GBM HIZhRER Y.
2.3.2 IGF2BP% %

5 YTHDF2 1 #f mRNA P# f# # /2, IGF2BP
X J (IGF2BP 1/2/3) a] DL 14 5 m°A 1% ifi mRNA [f]
FasE e, (eibRmRE . RS XL ER AR L T g
S s B R R, BN 2 GBM KR
& A 1. miR-873 F1 miR-506 £ GBM H ik
Fik, IGF2BP1AEAEATM EH R, 1 miR-873
1 miR-506 1] ARG IGF2BP1 [365%, HiPR IGF2BP1
S P EL K] c-MYC. MKI67. PTEN £ CD44 mRNA
fokaE/E . M) GBM 2 i ft 184 5 A 28 1001,

W5t %81, IGF2BP2 7 GBM #H4Hd Fif, i
LA IR KRR KT 2 (IGF-2) 35, #E—2
7% PIBK/AKt {5 5 1H B, {23t GBM i ig (13458 172
1R L% - A 78 Fi 4k (EMT), 0] IGF2BP2 ]
i GBM X TMZ () &5 gk o2 184 i1 ), IGF2BP2 ik 5
JURh 2 i 24 s 4 P e 55 4 7. B: (1) mRNA 455
BEL KRR E C %{LlE 7B (COXTB). NADH
it &, 16 22k A% 28 11 7 (NDUS7) #1 NADH fii & /g, 1
HE GSCs EfLRRAL . IBF R EY, IGF2BP2
TEA 78 5 GSCs K1k i, 7E IncRNA 4 175 5
A -la- Jx SUBE 2 (HIF1A-AS2) /77E ~, IGF2BP2
5 ATP {14 RNA fi# il A (DXH9) L E A4,
it HMGAL SRR ERIL, /i3 GSCs XJ M
BOE R ™, Ak, I8 2 WU AR B, 1GF2BP2
i 5 miRNA B IncRNA B 520 5 57 98 11
B, let-7 miRNA % O 28 94 E B 38 1 U BR 1
FHI LR R 1% T 404k, IGF2BP2 7] LA it PH W let-7
miRNA S5 KR L R OB E T, 4 o e o B4
FrsR T am ) 4 e Li 45 O UiiE 7 IGF2BP2
) 232 % Ak & 1 I 3% IncRNA OIP5-AS1/miRNA-
4950-3p %, ERE R TR I AR A (VM) TE B
ARG TR (LGG) ', miR-138 il i B #4587
IGF2BP2 mRNA (] 3'-UTR #1 #1] IGF2BP2 3 i 55
EMT, [#{% LGG 12284 7, 1 il 57 i (BTB)
B 0 35 PR AR AL 7 X i RO 9T 3%, Liu 25 R 3
IGF2BP2 7 it Jo 98 {00455 0 2 I 988 P4 2 44T (GECs)
thid %55, B T IGF2BP2/IncRNA FBXL19-AS1/
ZNF765 Hiix) BTB il i& RS, it sy
R T 37 DA

IGF2BP3 mRNA Fl# H7E GBM #1¥) Eifi, {H
FEAR S 50 T A IR vh o 3 . e o o 4 1 32
RIS B4 M B, IGF2BP3 1E % 55 4H /K - (1) BB
B 5 A AR G B G, AERH PR /K- () B

B bR 5 T D% s o5 T 2R BT IGF2BP2'Y,
IGF2BP3 5 IGF-2 mRNA ] 5-UTR 45 & ¥ PI3K/
MAPK J@ %, {RtApsE. gkt &
Z8 I 2457 1) ; IGF2BP3 i #ik S5 B- {55 B A
FLFRAL, BIAN-FEA. BV E S MMP9
(235, 55 EMT Jeatgn s i e fz e U,
IGF2BP3 iffit 45 & NF-«kB 7 — BRIV 5 p6s 12itt
I SRR A 3T A%, IGF2BP3 Al p65 2 [AIAAELE 1E )¢
T lal g 7
2.3.3 HNRNPA2BIFIHNRNPCH Jti

SOX2 & H HAEWF 5t K B, 7£ GBM 1 HNR-
NPA2B1 #il HNRNPC 7] 5 SOX2 HAE, #EmeA1nf
RETELERE GSCs TME T R FEMER ™. Halk
4 HNRNPA2B1 72 5 fi5 5 968 20 i A < 25 U0 AH G 1)
S PSP SN AR A v N R B R
hnRNPA2BI1 it ik, I 5 MR 58 5 2% D)
#H %K. Golan-Gerstl 25 " HJf 57 % B, HNRNPA2BI
W HE ] c-FLIP, BIN1 A1 WWOX, LLK J5ij5
JE[A RON HIFRIE, /&2 —1> GBM [P /EIRTT Bt 2
i ik HNRNPA2B1 & [ 1K % % {1k STAT3 F1 MMP2
M2i5, P& GBM HE ). B, T8, R2EM
Pt TMZ R& 7, 55 MR8 4 i 0 T2 A0 7% 4 450 (ROS)
/EEEE [75]o

HNRNPC & 3'-UTR il T. F1 miRNA % 24 1) &
B AR R, R s 1) B A T R
FER IR 1, HNRNPC 21k 7K Vi it 88 25 - i
T+, HNRNPC 254 pri-miR-21 1% 5 miR-21 £ik,
HEARHLH AT B2 104 Akt F1 p70S6K 3E % 5 HUR
JT BR2H PR A0 P miR-21 ARG I, M % GBM
s R e U0

DA b mCA 1 R 78 e 58 R R Ak AT
T RSN, ARHEF H mOA SR TR 4 G
WET. TR, 1228, EMT. T4, gE /0.
AT T 52 I A A= B DA % It 3 e o B % %2 7 1T
RIFFEEAER ; H—segh 2 A MAAEF, JUH
£ METTL3 s {72 ik 3 2 $00 fi1] J1 )5 988 1 % A= 7 T 73
B K. BATN RN FECL L PSR A I 4518 1
Ji DR AT 2 E AN R B R R R e S v iR
S A AR A3 1 25 R 5 A AR 3 R 308 A 5038 55 77 THI
R - IS B AR mRNA 2 i A0 2 A R A
DL R AE AT FhiRs 0 R IR L8 readers 1K I B 3L 4k AT fE 2
RGN Tk, AN, R A7 mCA B 1 B)
BT REIZ L m°A B S A AR L, M,
m°A F S AUAB U 78 R S5 98 P R 3 AR R A2
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BB, ST TR IR T IR FUR e AL
WSS, fERra e kil —AM, RoRBIARE
KU A% R 5% T g Jo 78 200 0 4 =5 i 32 1)
PEHLEL . mCA T 5 R A AR AT A
REEFINUHIERIT (& 1.

3 mlABIRIER R PIERE X

3.1 Zif
KWL LY ZHT Z2MERM 2

Wr, m°A HIEAAE )y RNA b 55 5 2 (R84t i ik
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