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Research progress on m’G methylation modification of RNA in cancer
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Abstract: N'-methylguanosine (m’G) methylation is a common post-transcriptional modification of RNA, usually
located in mRNA, tRNA, rRNA, and miRNA, affecting the processing and metabolism of RNA molecules. It is
involved in regulating various physiological and pathological functions of the human body. More and more studies
have found that abnormal m’G methylation modification is related to the occurrence and development of various
cancers. m’'G modification is involved in regulating the expression of multiple proto-oncogenes and tumor
suppressor genes, thereby affecting the biological behaviors of tumor proliferation, apoptosis and invasion, and is
related to tumor microenvironment and tumor drug resistance. By reviewing the biological function of m’G
modification and the role of related regulatory proteins, this paper summarizes the molecular mechanisms of m’G
modification in the occurrence and development of tumors and the latest research progress in tumor therapy, aiming
to provide new ideas for the related research and the treatment of tumors.
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(5-methylcytosine, m’C) 1 2'-O- H1 %4k, (2'-O-methylation,
Nm), | ZAEETHiE K8 RNA 1, K m'G
A M ) RNA 212 — . m'G g 1ififE T2
i RNA 4> ¥, 43 mRNA 5' #§. mRNA A 3.
pre-miRNA. tRNA 1 rRNA®, m'G ¥k A2 K
% B P13 mRNA 5" A vl 1454 1) SLAELRRAE B
TR I, m'G 15 ZMmiEc, WiaE R8
e WL g B R S Bk 2 1R
xW, m'G SRR A B, m'G HEER
Wiy 75 2 Fh Mg b i 3R0A, 8T R % mRNA 451
FaEME. Bk, BHEEAZE T, DUMCtRNA FREE,
rRNA 11T Rl #0F miRNA AR 94 i, 5 4 56 I 51
HNFL., FBEERAKEN, m'G HEMAEERN
AR IR AE 12 W MG T BT AR HE Al ARSIl I B 4G
m'G & 1 75 AN [7] 28 B4 fifgq o (1 1 5 MLk DL e m'G
BIRLE R IR IT T BT R, DU e 112 W
HVEST SR AL 1 7 VLA B o

1 m'GiEIHHEXER

TENEH, m'G A IAB B 4G H L R T
£ 1 (methyltransferase-like 1, METTL1)/WD H & 4%
FJ38 4 (WD repeat domain 4, WDR4). J&{ G - 1A
BEEAAE 22 5 Je Bk [X 35k (Williams-Beuren syndrome
chromosome region 22, WBSCR22)/tRNA H It #% 7%

B B 3% 2 2% 11-2 (tRNA methyltransferase activator
subunit 11-2, TRMT112) Al RNA R4 .7 HFL#E 55
fiff (RNA guanine-N’ methyltransferase, RNMT)/RNMT-
WS AREE [ (RNMT-activating miniprotein, RAM).
RNMT /3 [ m'G 1 1 1 34 i1 mRNA £ @ 4,
METTL1/WDR4 i i 1 4% P9 # mRNA. miRNA #l
tRNA m'G &1 145 mRNA #1%, 7 WBSCR22/
TRMT122 75 rRNA m'G &1 L XS A2 0 44 £ ) &
AR AR . m'G B R (7 m G &1
MR EEEH. m'GBIHHKRE TR S35
RNA Fik 55, X N AR IE & A Bk 2 R0 g e AE
RIEFAEREER, &1 88T m'G BEIEHITE
FABLAE .
1.1 METTL15WDR4

EW AL, W IR T4 1 m'G 1 R T
& METTL1, 5 WDR4 454, /% tRNA. mRNA
AT miRNA &£ m'G 5485

WFFRIL, t(RNAm'G &1 R AEFERT X 46 5
£ &, ™ METTL1-WDR4 & &#¥1 % 57, &
tRNA = 4E4% 0 /P i C13-G22-m'G46 il = A
HAEM, € (RNA Z5# Po 1 METTL1 N- 3 7
TR LR L, SCRRR H I AL IR S5 44 (1 1)
%, FaE S- 1 H A & IR (S-adenosyl methionine,
SAM) 454475, N5k WDR4 5 RNA (A HAEH,

#vE

18S rRNA J 2

1 m'GREALEIHIERINHIRE
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TG G46 17 AR EE RGP m'G46 1
PEIEHE Y, METTLL A2/ m’G t(RNA H LA+
P99 AN AN A R A AR o 6 DR e Y oAk, B
mRNA [¥) 457 52 5 B m'G 81 I, X E 2
[AT- METTL1 H 5 # il 5 mRNA #E47 35V 1
m'G &4, BE 50 mRNA &3 " B 9040E 5,
7E miRNA & & G [ X 8 H A m'G &7 25,
METTL1 fil WDR4 & 44145 . Pandolfini % "
KILMETTLI /S 1 m'G £ 5 & G X AN Ui
SR G- DUBEAR I R M, AT {2 3 pri-miRNA
A5 N pre-miRNA,  H ELIX Fi & 11 B i 4 (8 B 2 1
) miRNA. J4h, METTLI 45 ) B Ak & 1
A AR pri-miRNA AP0 1 2 25 H ok e it
let-7 miRNA i ™,

METTL1/WDR4 [ 5 & & 4% m'G (& 17~
A — B W2, METTLL 6k 2% 2= 5] & &% #E k 75
m'G-tRNA fift i [f) 2 1% 7 4b B Z 3, F 3 m'G
tRNA B fidh g, (G (RNA £ E P H B DL
PREIPEGRIG U, T WDR4 RAF A $: 3 (RNA m'G
B B A R A A MY Jin 25 U R IIAE mG
&4 1) ok 72, WDR4 % 5 ) METTLI 4 5 1)
SAM %4 5 F1 7 AT 4 S5 1 s A 3 METTL1/WDR4
HEVIN AR, H WDR4 (68 2|
METTLI {3 1A, X3 H WDR4 X T4k £F METTL1
EAKFEKREZE", METTLI/WDR4 & m'G &
T () B A% O R T R T, 78 2 B iR 2B R e i R
RIFBEEAEH, fElmRZEAGTT HiEA B KR
W70, A RN IR TR 9T R bR 5T S AN AE P bR
1.2 WBSCR22/TRMT122

WBSCR22 & [ /& — M & F ML SAM 45 & 2k
J7 ) IRNA IR, J& T 3306 B e W
BB HILERE, 25 RNA BT 0T A0
& 408 WA KA ", 5 WBSCR22 i 5, m'G
AT SR AZ BB AR /N BE AR R AR B e BR AR, TS
WK WBSCR22/TRMT112 45 4 42 8 A5 A e 5%
A H) L 5 B8 . WBSCR22 48 35 4 5 3% 18SE pre-
rRNA B EARTERZ AR 22, AT 53X 18S rRNA
A Z B, R B kD Y. Ounap % Y
KI, WBSCR22-TRMT112 & &6 T 40z,
%€ AL WBSCR22 £t [ UL E 5 mibg TRMT112 #]
B A R L 3 0 40 i WBSCR22 [ 88 H R 1A K,
W] WBSCR22 i it 5 TRMT112 #H H 1F F k5 &
Siaetk.

1.3 RNMT/RAM
m'GPPPN[Y) 5' Uiy &5 M A7 16 T LT Bl B A%
41 g F1 975 B8 mRNA 1) 5' Kufi, €3 mRNA F5,
{47 mRNA % T B M. RNMT fEALIEIR 915 N AL
mUH Bk, 2 m'GPPPN [f) 5" s i &5 4 2224, 5
BRI T2 a0 R - 158, B RNA % B2 i 17)
mRNA 5' i () e J5 — MR 5] s 2R )5, 7E mRNA
SHREEEAET, GTPLLS5-5" =R K
B3R5 mRNA [ 5" i 4% ¢ Bl 5, RNMT ¥ S- i
LW IR B N A A7 B LSE A m'G &
i, AHATAZ TR 1) 2'-O- A% 4 H AR B i R 5 1)
H L R 4L 2. RNMT A — N i 25 145,
78 5 R B R g O 1 A B R SRR AR T R B
e, MREES. BRI L R B M
225 B 5 B S T AR, 358 RNMT 3 14 7] 42
B E I AEE mRNA BT 6 75 (g s 22,

2 m'GIEIFS R

m'G 15 K75 R 4 55 (tumor microenviron-
ment, TME). 45 V. 2R A i e 245 470 s ik 235 U AH 5%
m'G LG R i 7 R v R0 S R 1 2 e
ZH L RNA 1 1 503 IR AH G I A 2 AT e AR
45 m'G 1 m'G A G Y R TR S [ iR o i R
IKIKA,  ALHE AR IR AH OGS g b i R AR R
B o
21 'G5

W58 K B, METTL1 F1 WDR4 [f) % ik 7K “F 7E
it g b & 3% J+ %, METTL1/WDR4 41 5 1] tRNA
m'G 1 1 38 i 16 55 20 i 5 3994 15 T CCND3 Al
CCNE1 (335, g3t il 40 i i) A AR 2%, T
R U kA, fEAE/NAN AR (non-small
cell lung cancer, NSCLC) *, WDR4 4\ 5] 23 T &
1 1% 2 FR T PR JE 5244 (protein tyrosine phosphatase
non-receptor type 23, PTPN23) 2 £k S H K H
LR LN NI (1 S S U e e S N P R R N
(epidermal growth factor receptor, EGFR). EGFR %% 4%
AR it 18] 57 b B 45 Rl ¥ (c-mesenchymal-epithelial
transition factor, c-MET) FIIE B IZ H AP % ; WDR4
I LA E ML 4EFE BEGFR il -MET (55 % %, LA
i3k NSCLC (At . T8 . RIFBmT1k =7,

Wang 2 ¥ 2 31, METTL1 {3 A549 20 1 (¥
WTEANEE IR TR, FFiEid 2 E B B (protein kinase
B, AKT)/ 75 11 % & & & ¥ 1 (mechanistic target of
rapamycin complex 1, mTORCI) {5 5 i# B 1] A549
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A H W (HAE S — IR FH, METTLL /i3 H
FAL BT IR pri-miRNA P 3018 — 20 45 f R (e
i3F let-7 miRNA 00T, 4al 8 45 A549 40 il s
LS F K AT-hook 2 [ 2 (high mobility group AT-hook
2, HMGA2) mRNA [J3RIE, FEIK AS49 AT
REA7, I R e U, Rk, METTLI 76/l
oA WL T RN . B2 BT
m'G A& 8 2 fili s 2E (AL (IS BioGDP 4
BArL) ).
22 m'GIEIRSLTRE

Sk #0130 % IR 40 B 9% (head and neck squamous
cell carcinoma, HNSCC) FH F1 i« A 58 TG 58 1 8% e
R RER, B LA Sk e P
FL# W, METTL1/WDR4 & & A& n] i it 25 5 14
77 3R B (RNA 19 m'G B0 K P, B0 % s L
W -3- W /R 0 B/ W ILENY T N & (PI3K/
AKT/mTOR) 15 Sl %, AT ME T, (ke
TERE AL HNSCC & AE AR B gE 5642 BN, METTLI
10 o U 2 G LS S 18 B 5 A O AH O kDT A
B, # METTL1 AySk300@ 6 T7 S8 4L 73 A
2.3 m'GIEIRS FERt

METTL1 7E B Bt & (bladder cancer, BC) 4121
R REEZE R T EWAY. Ying %P K,
METTLI %5 5 1 51 EGFR/ & EGF HI4F 2 A fu 4
H: 7 & 1 1 (EGF-containing fibulin-like extracellular
matrix protein 1, EFEMP1) [1J##1%. EFEMP1 |55
EGFR, T EGFR H®BRRIFHOE TS il K,
Z 5t BC MEAERRE ™. X, JIEK METTLI
T4 BC 40 M7 AR SRR N (1) 39 58 . T #8 AR

3 let-7 miRNA/HMGA2

: L

Lo £ <r\
- o)

) 1 b R 5= A9 3 IR

< WDR4/PTPN23

- e

&

{2 3 it a A9 HE R

o~ ) CCND3/CCNE1 -.-‘
L Y1) < N\ @ &>|METTL1/WDR4J:ﬁ et e
)

78 ", g4k, METTLI A] DL E 4% 45 & pri-miR-760
HAd H A, 1% miR-760 0 Tid 2. METTLI1
A EE T miR-760 MU0 T, S SR BE R T 3
(activating transcription factor 3, ATF3) mRNA [%fi#,
fif B ATF3%F BC %% 8% (4, 2 niE BC A K
FEf B4,

W K, WDR4 7F BC A b ERIE, 7
e e AL 2 W52 2 ¥ WDR4 Rk & T #H
() A 35 % PR RE 4 41 BV, IX 2 i T DEAD-box fi#
Jieh# 20 (DEAD-box helicase 20, DDX20) A {3 BC
YRS GE AN EE RS, 1T WDR4 AJ {23 DDX20 HI#% 5E
B, FAE LS54 DDX20 A4 K SR 1 (early
growth response 1, Egrl), 0| Egrl it 1) p-
#2512 (B-arrestin 2, ARRBY) [J#E5%, At
BC 4l 58 s g >,

24 m'GIEIRS%EMRE

ZE 179 (colon cancer, CC) A& 4= BREx & WL A% 14
gz —, B AT T AE bR £ . B
KB, 1EFiAH METTLL Al 38 id 3 45 miR-149-3p/
S100A4/p53 15 = it % 34 5 I £ i 24 CC (CR-CC) Xf
U ) Ak 2 U BT AT FEIESE, miR-149-3p
A CC 40 M 3G 78 A5 #2, 17 S100A4/p53 il 22
HOR VRS bR o i %3k METTL1 PL miR-149-3p K i
P75 SUfF S100A4/pS53 Fili 2R 7%, 38 58 1 vy 751 = 40
Xf CR-CC SEHE 4/ FH, PRt &E 5] METTL1 Af
R IN CC X IAA ) 25 P sk B Bk ah, m’G
PP 1T B8 A2 29 W BURE (T AEFR bR, m G AT
() F g KB, BIBW2992. [kl tF. £ 754
P JBisE . RAZREME NG R EHUK,

AKT/mTORC1 %
~ N en
o
{12 33t i BR 7R A9 2 R

- e
{R Xt Bt 5 O 2t R

B2 m'GI&IR B AR R AOHLHI
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m’G K 1 2B X AP.24534, TRE R A,
ZRE. B, HAEEE. HXUNUH e Je
I8 BB A

25 m'GIEIRSHTRE

Li & "R, H5IERFALSFEAMLL,
JfuJ& (hepatocellular carcinoma, HCC) #£4</ METTLI1
A WDR4 & H Rk K8 #EF v, FEERZ
METTL1/WDR4 /5] m'G tRNA &1 m] LA i 41
Jit & 1A 25 11 A2 (cyclin-A2, CCNA2). EGFR %
W B2 42 K K7 A (vascular endothelial growth factor A,
VEGFA) 8 ¥, Jf DL %5 5 7 4 i 1k O =030
EGFR Fll VEGFA 15 538 1 (1) 22 24 J5 3% 16 2 B0
(mitogen-activated protein kinase, MAPK) fl AKT, fi&
2t HCC gt sEANIL RS . gbsh, METTL1/WDR4
1 2B B B E AT (08) B R S 1 A A7 Y]
(DSS). ¢ #k & 18] Bg 9 (PFI) & 2 % T METTLI1/
WDR4 {k#ik 4. HT METTL] /) m'G tRNA
B M1 9% 7 mRNA #11%, Jfhnig HCC KAk g,
#[7] METTL1 A 1 t(RNA BT 1] fg /& 977 HCC
) —F o i g 1) S 2,

WL R I, TN IEE e (intrahepatic cholangiocarc-
inoma, ICC) 21 21 " METTL1 #1 WDR4 % i& 7} &,
METTL1 332 36 426 14 1 3/ 75 B0 e 54 tn 248 g o 391
A EGFR JE ARG K B, (2 it ICC A uiER2
22 5 FHI, METTLI mfi- 5 04 i i i d  fn
EGFR 1 H &K K-V T, AHRLR 485 (R4
AKT FI mTOR) FREER fh At 2 35 FA% )0 Rk, 41
il METTL1 "] §¢ & JF & 677 ICC 59 1) — A i
2.6 m'GIEIESHIYIBRE

Ya 45 it, B ¥ IRJE (prostate cancer, PCa) J& it
F bR E R (185 MEZK T 1124 ) K F 1k
B L AE . METTL 78 J5U& MR # PCa
His s, PAEERE PO 7 20 BE PCa 40 i HY A=
Ko il METTL1 AT 3350 40 il 55 11 4 9% 40 i = i
S, AT R 2 00 o) 1 I 270 U P e S e e Ak Ry
iR AR AL BEFCRIL, METTLL Fifae>
My, P g R, (e T,
HIBRCRATE BLBE F1, I RO PR 7 b A2 A ) 4
AR AN A . BARJE B - 40 METTLL 3%
I THLE (interferon, IFN) {5 5lig, ik FE S
5 RN SIS IR T 1 (signal transducers and activators
of transcription 1, STAT1) H 3R ik, 1| 41 fg 1 4,
e R 40 M T TR A R AR A ) METTLL 4 4100 ]

INF/STAT1 @ #%, {2 PCa RJE W, 5 —TiHt 5
KI, FrrPEE A 1 (specificity protein 1, SP1) 1 EL
E#% 5 METTLI J5 8 7 X 345 & LAa sh ¥ ok, b
J5 METTLI il id m'G & Ui ke 38 5t 4 0 ) 3 2 14k
A B4 14 (cyclin- dependent kinase 14, CDK14) mRNA
RS E M, de 28 e itk 25 AR A 51 i (castration-
resistant prostate cancer, CRPC) & Ji¢ . [Fitt, METTLI
Tk K BT 5 PCa BB A #1474 RNA
B LR R PG B DIAR DS, A 880N PCa 12 H
BT AL
27 m'GREIFSAaMERANR

METTL1/WDR4 7E G4 2 F L7 (acute myeloid
leukemia, AML) &35 I RILEEF =, FFHE5MM
JEARAMR. W FERY, METTLL Lif %824
1 tRNA m'G B, 4ERF (RNA Fase e, JH
il AML ZHf 0 tsRNA AR A, (REdi b iE,
PN IE T s B METTLL J5, AML 40 ffg 34 5E
WD TG I Y IR BRSO RE R A i
) =F 25 W) 52 F] B Bl EF (cytarabine, CYT). H$%%
CYT ¥6J7 I, METTLI mi{H) AML 2 g 2 3 H
ARG I RE IR CYT 5 S 4SBT 10 5
MRS I, B AT, B8 AML BZ A 80 iE T i,
TG 2. #1a METTLI 454 CYT Al 29T &
K AML (11357 S o
2.8 m'GI&ISELAREE

Du % P9 R 3, FLARJE (breast cancer, BC) 4141
Ht METTL1 Al WDR4 HJ £ B 3 1k K & 2 1.
METTL1 DE#T m’G (RNAMRAS % 65 111 )7 8
oo 240 O ) 300 T AR B AR A A5 3 A0 DNA 451455 45 A
(growth arrest and DNA damage 45 A, GADD45A) #ll
AR BB 2T AR 25 1 (retinoblastoma protein 1, RB1)
80 R, FEG/M WIBH A, # BC i JE.
H, METTL1 #E35 Al X 5] BC 41l ) 484 FE AL FS
15 55 — TUE 7, Luo %5 BV & 3L WDR4 5 BC &
PEREJE A %, K WDR4 3 i B A5 41 g J& 399 40 5%
WA TR EERE, SRS ES A (cyclin
A). I EHAE A B (cyclin B). 40 H 5 H D1
(cyclin D1) 2 15 5 % 5 Fl i 56 B03E [ ¥ 3 (signal
transducer and activator of transcription 3, STAT3),
i BC 408 HEN G/M 5 B4 38 78 1537
A, WDR4 (Il i 41 fil mTORC1 i JEK ) 4
B IR A SR A ) FL V& v, T 0 PR R R . AL,
JF & METTLI1 #2771 #1 WDR4 #1 i 5 7] >y BC ¥4
IT SR K .
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29 m'GEIFSEMRELE

34k, mG AR H A AR R A R R R
RK¥E—e/Ef . METTL1 ik i GEL 40 2 IR
L B e B R B Y SRR
JE. WFFCR B, METTLI 8 i 45 MAPK 15 5 i@
6 12 30E A 28 5T I 3G A B2 Ak, MEETTLI A
WDR4 & & BRI (esophageal squamous cell
carcinoma, ESCC) ZHZ7 2.3 i, JF5 BESCC T A
A%, BF7 & B, METTLI ] i 5 RPTOR/ULK1/
H W, {2k ESCC K JE ™. Ma %5 B9 B 5t R I,
METTLI 7t B @ H 3Rk, S50 5 4h f g e
LR RN T

WBSCR22/TRMT112 & & ¥ 75 ik i e 16 % &
o R — EAE . WBSCR22 £ 44 A Al A 4 1
AN R IR A B A . SRS RR 28, 1E R R
RAEFNE R 7 HI/E R, TRMT112 NE#E WBSCR22
(R H R T BE B 1 MEE T mG R AL B
FEAN 7 Jitvggd w1 4 F AL o

3 m'GIERTERMEIATT P RIMER
m'G &1 e i 1 4 R 4 L RNA R 3205 K Al
RESHEBRET, Z5REMEAREH. =R,

BRAI T, B2 m'G B IREIR AT T RAE R
Wrfe. SHGHRERE HCC B AEME TR YT 77 .

SR, A AN T g 5 B HCC A E R F.
Zhu % P % B, METTL1 4 5 ) m'G tRNA 1& 115
E A A FIAA 1 35 AT A2 32 30 B B8 #4552 N 1) HCC 4
MufERs. #E—B5WF 7 &P, METTLI fl m'G tRNA
18 1 7E 0 AT #0380 DL R - 550 5 A0l 1 5 =X
W OB TR 1 5% KT Slug/Snail [EI1E, I RIE Slug/
Snail 7] N METTL1 i fik 1) HCC 40 f 75 M B AL #4
TR G EPEERE, 817 METTLIL il m'G tRNA &
B R SEL I SR AT S 2 S BT HCC #85 .

34k, METTL 0] G2 1044 K A 38 e 24
VIR IR R VE T 29 T R IR YT . B ER
PRI HI A B 2 1RIT M HCC 1 — 26259,
SR LT R B 25 M i P E s . 7R AR
JeVRIT I, WA METTL1 Al 3@ id FAK HCC 41 fitg 4
B fit 7 R0 a3 4 6 0 1k e R e 4 B 24,
RIL METTL1 7] ji i /2 12 EGFR i % AH O¢ 2 K] 1)
B U & 251, 1 tRNA m'G L HE RS g &
S04 5 METTL1 £1 WDR4 A] B 5% HCC 40 i 1%,
B R 251, 3 S g METTL1 #8176 7 BUK,
v AR 2R A T — R AT ek BT fE4E
J¥ 9 1, METTL1 ) /5 32 18 38 i 0% miR-149-3p/
S100A4/p53 Hi fii £ iz Ja: 240 f o) I 40 Bk BT 5- 48
JRUEEE (5-fluorouracil, 5-FU) /& —FHBENE RN, &
TETT SR R 5 AT 2. WERUR I, IR

R m'GIEIRTE S M R ER LS

o RE Y m' G A F Fik NG TRk TER 2% 30k
Jityes METTL1/WDR4 il METTLI/WDR4/CCND3/CCNE1  {Zit4ufusss. TRFAER  UE  [17]
METTL1 T METTLI/AKT/mTORCIE 5B {3k 20 i 38 52 A0 [ e Bow (28]
i METTL1/let-7 miRNA/HMGA2 040 3T % e [12]
WDR4 8 WDR4/PTPN23% fe kA AR Bom 27
5% It g METTLI L  METTLI-m’G-EGFR/EFEMP1fl  {it4nfusisy. EsfizsE U8 [32]
METTL1 i METTL1/m’G/miR-760/ATF3 fREHIg e TR AR BuE  [34]
WDR4 1  WDR4/ARRB2 fEHEYH I ITF2 FI1Z 28 [35]
GE METTLI T miR-149-3p/S100A4/p53% W ng e I gURE e [37]
figgaliiobt METTLI i CyclinA2/EGFR/VEGFA fEFEAmp . TR Bum  [42]
JFAIEEE  METTLI/WDR4 _Ei§  METTL1/mRNA fREgHIE e IR AR BuE  [43]
MR METTLI i METTLI/MAPK{E 58 % R 40 3 A B [50]
L METTLI/WDR4 i PI3K/Akt/mTOR/SE 5 i# % R gnpg e IERARZE g [31]
GEEIR  METTLI/WDR4 i METTL1/WDR/RPTOR/ R PR A gom 53]

it g ULK 1/ [ T il

A5 R METTLI i METTLI/IFN-STAT{S 5B % PR3 fib g A RN 20 F 3 B [45]
i SPI/METTLI/CDK14 A2 32 24 P 4 i A5 2% B [48]
S METTL1/WDR4 Fifi METTL1/GADD45A/RBI MR GE. TRARE W [50]
WDR4 IV 4R R G ATMTORC fRitgnui . ITRARE 28 [51]
Jie Mgt WBSCR22 N TRMTI112/WBSCR22/ISG1 5% I GE . IR ZE W [55]
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i flk NOL1/NOP2/ X BHIS 5% it 71 2 (NOL1/NOP2/
Sun domain family member 2, NSUN2) A1 METTLI
A {# HeLa 4l fd X} 5-FU fO&8UME B 2 1558 B0 Liu
2 PR R BL, METTLI 4 5 1 m'G tRNA &1 ik
P 1 (i HE N R P9 4E i A 2 -8 (interleukin-8,
IL-8) FIBHEE, M —2DF S 2 I AX IR M 40 ) 40 i
(polymorphonuclear myeloidderived suppressor cell,
PMN-MDSC) #12F1 T 4H 3£ ; METTLI1 k5% 0]
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