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Abstract

Colorectal cancer is one of the most common malignant tumors in the world, with strong invasive-
ness and high mortality rate. RNA modification is a research hotspot at present, and it plays an
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important regulatory role in the malignant biology of colorectal cancer. RNA modification is dynam-
ically and reversibly regulated by the synergistic action of a series of writing, reading, and erasing
proteins. In this paper, the related research of RNA-related modification in the field of colorectal
cancer in recent years is reviewed, which provides a new direction for the research of pathogenesis
and treatment of colorectal cancer.
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1. 5|

55 L e o A RV TR Y R0 ZE AN BE T 3R A SR i A0 R g . R TR AT U7 AR AT
GLEARIT RSN D, (AMBE R BB XTI 22 R EEE TG A R R, Fitk, %
NIRRT 2 B e R AR R 0oy AL, FHE e Wibs EMANRITHE AL, X T g B R g /A=
B L IR, BT 2, o2 RNA BRI 7T, N ER AR IR A W2 0 T A8 AL A .
RNA B8 35 6 RNA 70 P TS AB T R, & A S RNA 1751, (HAESNAS . vl g i
2 RNA R ris, BFfeE . 8y, HAZIg i SRR as, AT i R0 Jik [R] 0 AT 4H i ) e

TEAZ RNA &1, N6-F LR (mBA) 2 H B 7T i AR A EAZ A VE M RNA (MRNA) A
Mi. mBA MBI “HANEMA” (Writers, W1 METTL3/METTL14 844, METTL16)#1k, Tk “HEE
H” (Erasers, Wl FTO. ALKBHS5)%EFk, FF#E “HtiEE” (Readers, @ YTHDF ZJ%. IGF2BP Kjik)iH
A, BEMHAT AV ThRE. KEDFFTIESE, meA BIHFEM MGG 74k T2 B 355 DLAMR &
Ay EE R . ELS EET, meA BIMSCE AR KA S MEAK, RERE. WITINE
T PER B B YR B UIAR O [1]. B, METTLS 7E4: e 4l R mEis, HE5ARBUEMR, H
I mEA A 7 SRS IR, IR BN R 1]

Fr m6A 7k, HARZEAIK] RNA 21, 40 5-H B fumsng (m5C). N4- ZEEfH (ac4C) FIMB IR BEIE (P), tH
B R BRI RTE T BT # A . mBC &4 FH NSUN S a1 454k, 520 RNA [ R e PERIEHIE[2] . acdC
B H TS A0 FEE NE AL NATL0, BiEid R EE mRNA EIBESES 5 i [3]. v Wi
PRIENE 5 B S e (A0 PUST) AL,  BESZ AT RNA FIS5 AT EE[4] [5]. X LEE m6A 116 7E 45 B W i)
BARAE AR IEAEROZ R, R T — N2 % T RS 4 110 5 DR s R 45 X 245

LR BAE RS HA RNA B, #550/& m6A. m5C. acdC 5 W, 7E45 ELiiE KA R e dh it e
o SCEARIRAIRDT mA A U] v 42 s T 4B Mo e v . AT 2451, DL 5 I IO B8 & S % 1 %
A EAE . [, HEMERTE meA BITELS B P R . &5, FRET RNA BIGIEL
B2 W, TG PR ATE T R AU RO T B RS 77, DA S5 B BRS HE 2T SR AR i it
AR AN ENE 7 1]

2. RNA {8 EEEMBAE ZRPHXEIER: m6A, m5C, acdaC 5 ¥
RNA B 7 — 4% R W A 5 2, E45 B 0 5% A A0 8 rh R4 35 42 05 T (X BR3h 1

DOI: 10.12677/acm.2026.162687 2757 Il R 125 23k i


https://doi.org/10.12677/acm.2026.162687
http://creativecommons.org/licenses/by/4.0/

FIEN 5

F o m6A YEAZ OB, RS I 25 (1 570 2 45 B T v 3R 20 1 B SRRl . mBA BRI /K P B A A2 4k
LRSI I 2R DR B B TR ) 3R o i, B0 1 4 R AR e i im it U meA X H B LAY ALKBHS
Ik, FEACEAR mBA FEEAL /KT o ALKBHS 4 1t 25 R EEAK T destabilizes AXIN2 mMRNA, ‘FE{ AXIN2
R EFRIE T B, 3R 5 BOE Wnt/-catenin {5 518 %, S 202 3 25 I 20 PR 1A - 40 M R 1 SR AN B (6]
1X— ALKBH5-m6A-AXIN2-Wnt/g-catenin $hiE R~ T R IEEUEY) @ LT RNA R MAS IR 38 & A 1)
HHLEL

mMBA &M SR I ThRE e T 12 2 5 45 F R I ik g o H B EG RS I METTL3 4 IE S 8 M e
Rl F. HEERE FFn@EE meA a7 ks e 2 Mg mRNA. 7KL, RNA 4545 H GIGYF2 @
it B METTL3, {2 3EH P 5 WA S A 5 2 1 1 (SERP1) mRNA ) m6A & 1fi. 1215 i) SERP1 mRNA
BB IGF2BP2 iR JFfa e, 23 SERPL SR RGN, #EMELE STAT3 5 5i@Es, Wsha Elg
S 0 B I B B R RS [ 7] 0 58 — T0RIE 58 ) & B, METTL3 41 510 mBA & it T K 55 -4 5 RNA Inc-CRAT40
faE b £ EE, 1M Inc-CRATA0 il % YBX1 £ RelA JH3) 7S NF-«B 55, {Eitss B it
JE[8]. IXEER I E T METTLS £ £ AN 850 il i A A% O MR 2 Ho A7

BT 48 METTL3/METTL14 £, HAth m6A SENEA M EEEE M. METTLL6 f£45H
W 30k B, S RS A AR AR OG . I meA Bt E TM7SF2 mRNA (ki
IGF2BP1/2), il TM7SF2 31L&, M Sxah G AU B gmAs , (ke 40 B 5 A= 28 9] S A BRI,
WICIERIL T BA “IIR” THAEM meA HILFEREHE . BSE IR AT 4-F0 3 % R i R XU 40 (HPD) Ik
SERERSHELL mBA &G, JEiEid 3L L SLCTALL AT GPXA4 () mRNA AR 45 B 7 4 il % T4k 56T, 48
AN T AR 5 WL SR 5 28 O [10]

m6A Z: L LY FTO Al ALKBHS 1 “#Fx3# 7 , it £F meA B K w8 dElEH . FTO
A FEIEREE T 3 (CSF3) mRNA % AL, TIRHRE, SEmihs FiFshas-2 (RLN2)1IE
IK, B AUk 55 IR B AN B BU(NE Tosis) MR & A2 [11]. 1 ALKBHS T4 & BILTE 45 B e 141
M ERIA, JfEid 2 AL FAMBAA mRNA SEUILEME. FAMBAA JF Al it (21 p-catenin 17z &AL
Bk T4 pRE 1, DRt ALKBHS [ FRARRR 17X YER ], 2 7 IRk A= AT i 245 12]

4k mBA &M AE 45 B o HOAE A H 2532 B 967E . m5C &4 32 B NSUN 5% 3 K 4 i 1) 5 N R
iAo NSUN2 & 3L PR T BRI RR 58, E Il P A 45 Wi 55 22 o e R SR I H e i A%y, o
IEEEME m5C R A IR A= K L AR R T 24[2] . ac4C BN S NEE A NAT10 7145 B Wi it
JE AR . NATL0 8t H 2 BEHE B BEE, 2Btk PPAN mRNA (R4 @07 25, M55 PPAN (1)
BRRCR . AR, NAT10 423 acAC &1 MYC mRNA HIEIE, MYC & Otk XA EE PPAN 1)
3, BN IERBIA R, EE(EE 4 B R AR DNA 18 5 [3]. (R JR s uE (W) 121 i
PUST 2l . fE45 E ke duiith, PUST /5 7SK /MZ RNA (BRI 4k, X —1&HMiK-T 1 AR
BEEE SRR 7 P-TEFb A\ 7SK EAYHARE, M58 RNA RARE 11 (0L, A k40 i A7 75
BEEARART 5-FUR M IE R BBURRPE [4] . XSGR IIL[FEHEL: T — IR 2 Fl RNA BIGIL[E gm0 REa s |
e A R 1 1 B
3. m6A &I LS B B Pl T 40 AR5 ST 25 TP BB IE L5l

i Je T A R 45 B e A . ORI T 25 koD 4B, B B R 2 ma Ao IR Y
PRI RE . mBA (B B A T BT A SR R RIA, IRZ52MHE CSC M4EREFIThRE, kR

NEE ST 2055 B T4l M AE W S ) S BEAR 22 . BRI, mBA B YTHDFL 7E45 B e A m
15, H'5 CD133. LGR5 ZT-4ligbr EMFRIZIEM <. YTHDFL @@L 151 FE45 4 meA BTl NOTCH1
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mRNA, 2 HEE, MIMEE NOTCH 15 5@ . NOTCH 15 5@ I i1 58 2 22 1 CSC B
HTRE SRR PN RV e . TE EE L)L, YTHDFL i KA @i ix — ML ] 7 CSC 78 BLyb R RN 5-5 R 1%
mE AL HE R P TR DNA $5i45, Wi 74T 26[13]. fEshiiid e, SR YTHDFL feis A 204
BT 23T R, 1 S AR 244 TR K

mM6A 2 FIIL AL ALKBHS J2& 7 — AN 4 45 B s T4 AP OGN 1. HAE CSC himkik, JF
B AL R FAM84A mRNA [z e tE. FAMB4A FEHAENS S p-catenin AHE/EM, {edtiz
FAGEEME, AT HIE] Wnt/g-catenin {5 5l B8 A1 TAHMRF M. PR, ALKBHS () EEfERR T FAMB4A X}
TR, (23T CSC M AR . EBURYIE SRR, WiE T 40 M R % Alkbhs 1]
PRI R & A, T A AR . [FRE, ALKBHS /ST th S350 7 CSC 4HbIr 2541
HHT[12]. $EH ALKBH5, TGt/ i 2 R iRk e K Wik ik siRNA, #REES T =AU FEH ,
7R IR .

MBA &1 RGN FLH A TR, i8I s 40 AU T AR AR N 2 . B 7R R BN, ATP FT
BRIRZSABE(ACLY) £ B AES B AL TN 25 h 20 2. X OB ACLY Sfu£4iiutz, 5
RNA Z54 2 H RBM15 454, fEBHZR T8 3 NOXA (PMAIPL) mRNA ) m6A H AL . X — Bl T
NOXA mRNA [fsE M, MHFRE T, MM 7T 4 ESMET RN, SEmZ[14]. Ak,
PARTEEE H 90 (HSPOO) T 5 & F 85 METTL3 AHEAE, F25E METTL3 & E/KF. ] HSP9O 2
S METTL3 #5i2 40, #ET MK MYC mRNA 19 m6A &1 FIR Mk, 0] b8 240 o 184 2
THEMRZZE. T MYC e FImT LA METTLS i R RN[15]. X#/R T RAFRBE RS
55 mBA M1 X 28 By [ i 4% 0 i sk R 1, Bk s e A 7 R S ) B2 A LA

BRAE T — Pk O () i e SR A SR B I Al B T T 3, APt ST IN 254 0C . LR i
T H3K 18 FLER A AZ 1, e sk it I B 2 A AR KK 7 2 mRNA 45 & 8 1 2 (IGF2BP2) [ #1k . IGF2BP2
EN mBA RIELEH, REE 4 &I e ¥ E2 #HOCHEF 2 (Nrf2) ) mRNA, T2 Nrf2 & /K-
N2 J& P AN SR B 79 TR T+, L B35 1 45 B e 40 M X R A0 T K B [16] - X — FLIR-IGF2BP2-
Nrf2 SRR =4 . RMBAEEFT RNA RS RER, ILFEMH T st i, 25 Bor
&, mBA BT 2 ZIk. 2B ISR, FRIE T2 B T A R AR AR RS R T RO i
ZiRET), EERZ I 2 b DGR R TR B A T A T 24 TR RIR S

4. meA &I 5SS B EMERMER R EERNEEER

PR O SE & —A R A S AN R 4EAN M I P e 4T A 4T R R A R R
ARG, (MR R Gz kiR i Yo MEVE T . meA B A RS IR 4 i B B AT N, IBERZ
A TME MR A ThRE, JUH 2 R di i ifi2iE 5iEtE . AR, meA B2 5 R aaia v
YA AL . 5 55 B o AR/ AR A, MO-MDSC A () Smad3 235 &3 i, XS 7 H
B W 20 B SO SR GBI 204k, ATT4EHE T S e iR AS . ML b, TGF-AL il IE& it PIBK/AKT
B EE MO-MDSC ¥4, 1fi METTL3 /S m6A 1&1fillll destabilizes Smad3 mRNA, S KA K,
HLH 7 Smad3 i RIA (AL IPE R [17] X 7R T meA & 1HidE i G 5K 7 mRNA fIfase i,
TR VR A G 32 U0 ) 1 00 B e A TR L A

JHREAH O¢ ER A L2 TME 5y — R B B S i 1T A . AR FLIR-1GF2BP2-Nrf2 S AR 7 e
IR AET AT, R AE TAM HOR R . ALRIKEN IGF2BP2 _EiR[FIFE R AEAE TAM Hr, JR(EiE
o M2 B (G i B AL, 3 — B EE AR T MR AR A S M A SR [16] . A, mBA 1L
BT oL 52 M 40 e R P9 8% TR 5 G S BE. FTO A 515 CSF3 mRNA X FiJE(k, Nl T CSF3 fikis, it
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T T 3RV A RLN2. RLN2 (e 4 1 p R 4i i iy NETosis i 72, 1 NETosis 4\ A ] fig
BEMR SOREFIRE RS . Rl FTO M@ IX — 48 A T il g & AR AR FH[11]. iX 4878 meA &1t fuis
SRR T RE R ELA 1 SR, Rl — 2 FAEAS [F G BE T AT R AR A B ) S T BUR

MBA EHHIE AT 7 88 40 M -5 9o i A DG BT 4 200 2 T (1) X0 ) S T . CAF SR IR F 41 i M FE 0 & 25 38
AR RNA circTAX1BPL, HApk ik =45 B aifl)E, Reesia meA FILHE IS GY4H s VIRMA,
455 AARS2 fiE i VIRMA TE4F € #2171 LR ALAZ 1 - FLIER AL 1) VIRMA 58 T %% 5 K7 SP1 mRNA
(1) m6A B AIAR & . SPL & IR TGF-B ks, — J7 M v s 4 i) b5z - s, —Ji
T PA3E 2 i RAE T CAF il —AMERE L RE(ITGALL + myCAFS), 05 H TGF-4 15 S8, (L4
AN FE YR 22 EV-circ TAXLIBPL (RS, AT il— N BR 5 45 B e JEF 54 7 10 1E IR IBEA B [ 18] o IX T3
W TS Rt B T A B (FLER L)« RNA 181 (m6A) A ZH i (8] B i (EV) A 32 437E —ik2, JLR ¥ e 4%
T IR 55

ATHI IR S 20 2 53 W 9 BEAE mBA 1M1 5 S A B 1R SRR i T R G A o Jl I % &5 B s
FEA IR MeRIP-seq %t /041, WF70E %5E H— R 51 meA 1515 %A FI & AR SED, X ee 5 PRk
B TS TN AR, F A R o 5% w1 G 2 4 02 i 1 2 S e 15 a5 DR 428 SB35 A DG [19] . 9, SIM2
Wl e Sy B IR JE DR, JLAE IR AT M2 2 BRI mBA 1B RIE KT, 5 NEH NTMTL
B YTHDFL V4%, UUBRH B0 SIM2 BE 2 2 i g AR K [19] o X 28 R BIURFAF 58 1 mBA &1
HA SRR G SO RALOK, L A mBA (B1Hi ] g & — Fira V8 71 I S e iR T I O g . LS
METTL16 4 N RERS UR 15 IR A ST, AT RS2 M e 40 B2 i R G 2 A 1 ik, (HHLTESS B
T IR BAR e B PR A LA 75 2B IR R [20]. M2, mBA B2 MR 40 i 5 R B 0T 1 1 L BE
FRIX —i8 5K T R A TME BIBEEHA T S TTREFR 12 .

5. 3£ m6A IR ELEEMBEHR PN LAE

BEAE R TR, B mBA Z AME HH At RNA B TE 4 B e h 4 FZ Wz K T,
7R T N IR R R IK I FEN 4 . mEC ABME A — R I AFAE T 525 RNA HHar iz, 32
NSUN F R A . NSUN S A (NSUNL-7)7E 2 Flo it h RIAAFAEZE 57, T REIEI 17T mbC H A&
P R 2 Ky R AMEIT I 24512]. b, NSUN2 2058 ) 12 MR A, 7545 B 45 % Fh 92tk oRg
R IEGRIEVER o R BARMLEITE TS AL I M 2 R VEAN A, {H NSUN2 /E N £ m5C 5 NEH,
S RAR AR TT A i O R S RNA(U J: R B M 5 R 1 mRNAL tRNA. rRNA ) fE . &
B BRI RCR, IS5 25 E e (B R FE . 5 NSUN SR 3E R ThBE (33— 5 @bt , 58 B T8 7= m5C
1BATESS B b R S e T N 45

acAC BRI R & Z M RNA Bifiz —, HOMKME—5 NEHZ NAT10. f£45 kY,
NATI10 #iE & — N R R R E H . el K omE i iEtE, BN PPAN mRNA R E AL
RL(CT44 F CTAT) LTEAL, W2 3538 55 PPAN HIRHBERCR . [FE, NATL0 &2k acaC &1l MYC
mRNA FJEIE. MYC EEAMENEFRET, XEed& 3] PPAN B 1) B3+ X, #id PPAN [#5%.
BRI acAC R I MYBBP1A A5 7 NAT10 % PPAN 1 MYC #H e #E7E - 3X A, NAT10.
MYC I PPAN Z [BIFZ R T — AN i 20010 IF S U5 1A 428 B # , 3 [F) TR 3 45 L P 400 ) T 1k 3 78 9 348 5 3L DNA
TIE SRS, NI fE it Igg 2t JE [3] o X T SE AN 5L | acAC B U745 B e v B AR, 18R R
T R AR R R X — SRR ATL ) 5 M R AR A AT

B PRI BE (W) & BAZ AR B 8 1) RNA B, B BRR e & B X AL, BERZI RNA 451, Fa
SEVERITBE . PUST S b S B AR 01, L5 0k 55 A0 40 45 i 78 N 1Y) 2 Bl e AH O [5] . 7545 B e 41
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farb, PUS7 415 7SK /IMZ RNA HIEJR 1L . 7SK snRNA 2115 RNA BA& T 1 s 85 1) et K 1.
PUS7 MR FEL 7TSK W H/KPREAK, Xk IEVERE FAEMR 7 b EEMIM 7TSK BRE . R P-
TEFb i RNA A 1| REER 0 45 M 22 2008 2 ROk, Mk, S EmE T =T,
PUST7 B2 S 301 7SK K W 1, REBSME3E KLF6/DDIT3 /- S4H M T2, 58Iy 4 i %) 5-980 bR M g )
U [4]. IXFRW], BEH PUST BERINERE 1) W B 5, AT A8 RN v IRALTT TR 24 (1038 7 1 -

IE4h, RNA 2115 DNA HEAL, 8 IS R MEAE L 2 BAAE B AR A B g . KaEIRS
i RNA 1ENEZE R MIATE ST, 5 DNA B L. RNA HIEL, 5 AIBIHEAZLE intricate FIFH A
M, EFES54EEAEHE. W, RFBMEBEER[21]. Fla1, METTL3 LI meA &ifin] LI
SERFE M INCRNA (11 Inc-CRAT40), 1MijiX 2L IncRNA Al 6 5244 5t K 7 s e o A8 1 5 A W0 R B2
RS, RS E R RIS IRER[8]. %F DNA. RNA m6A FIZLE [ EAL 38 & A2 HAE I R %
(]G Y, X L A RRE G B I R A SR 6 RS TBUATT KT K G 28 1 45 w2 03 v B A £,
FC R AL RIARE S [ E P 4 AR 78 T 7 [l [22] PRIk, 4E meA BRI AEIIIARAE, EA1S
MBA &1 LA J HAh KWL A% 2L [FIMI R T —ANSIAR I shaS kR, iR IRshE: B inds i e .

6. RNA 2SS EA P RIRELE D 28, FESRTER

RNA &/ J FL 3% 8 1 10 57 5 45 B 1 R A2 R R B UIAR DG, 3% R LI PRI A N B 58 T IR S (1)
AR o RS WA TS DAL 5 T, RNA B IRAR DG 70 F R ILH BRI 77« 2 AW FTIESE, 758 17 m6A
BMAR G B TR 45 B e 4 R IE /K 5 B TG WG . i, METTL3 MmRIES ARG
KOG, AR NI TG LE bR EI[1]. 5L, METTLA6 (1 b i 5 45 B i e 4 = B AR g5 R
JE BT AR 7 H A5G [9]. YTHDFL B Rk 5 F4ifiubr £4 CD133. LGRS 1EAHG, 7 Him K iA v] RE il
JNF T BRI H R AR ZE AT I [13]. R T B AR, RNA B S s S8t g
G E . 8RS B SN AT AT ) meA T AT, B E S AN 2 meA BB R 4
FRIIRFAE, I RRAE RR IS T £ TS [19] X8R, JET 2/ RNABIA G TR 7 FAr%E, TRk
bl —br A A g (0 TR v AR

FEMRAATE AT AU, AIIEER o RNA BB R TE RIS Wit 78 B . — U e R T —Fhde T
WY AN N- 25 I i SR 1 =y R BUSE Bl AR RS, TR AIC = FE ¥ mBA 1211 microRNA-
17-5p. AL A BRI T 45 E i 408 RNA Fi BARSD 7, B T HAERR K, Rl B imiE
e i P U B R 0 ) S FH T 5% [23] o Bl AR U AR R W dE 20, SRR B A I VR S ME SR AR
5E RNA B, S2E0 45 B R 0530 0% 2 A7 s i

TERYT O AU A7 T, S ) RNA B 42 48 s RS A Va7 RSB A T 7 SR ms . £H%F meA “ 5
N - R - PR B RO (AT T, R MR S . BN, R 2 LR ALKBHS, G
2 30 3 i PRl B S A8 P 0 K R 332 SIALKBHS,  FSRELE I PR AT A 78 oy 5 24 g 1, JF 54k
SR EER, SR IR [12]. [FIRE, BRI R E YTHDFL, A VNP $23& siYTHDFL 8¢
RARE YD PHI TR C, 56 F0 1 FifIRg A= K 5 18 i B YD R A1 5- U R IE (1997 3K [13] 0 SX LEHF TN TF R /NG5
TN TR 2P B9 T B Al

EFxtdE meA &I I 1) T Tl o HYRIT 7. i acdC S NEE I NATL0, nffgiditaii 5
PPAN. MYC F4 R 1E SBTA B SR AM A1 o 35 2 A DNA #3518 2 [3]. TSR nE A8 PUST [0S 1
5FH CRISPR-dCas13b R Guii AT s e Ve W i, 1T LR 7SK snRNA HEHIRES , AT s 1A %
SRR S SR T, BULIT4]. BhAh, SRR RNA 2065 A 20 M F2 28 s 2 AT AT 1 5k
W&o a0, 1 A% ZBHLES 2 J0IFNE] ACLY (3 ZBHE, W LLE A S NOXA mRNA
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MBA MR BAARE , AT P A2 68 4 i e ALy R BURR PR [14] o [BIRE, 40041 HSPOO mf LS 8% /& METTL3
FRIREAR, RN MY C 808 3 K R4 [15]

BRATRIT RAKREER . %1 RNA B 225 G WA s i, K meA FLn 2515 Gk
A RUIHIFBCE R, o] R A BRI BB N . BN, BEER CAF SRR EV-circTAX1BPL 5 TGF- {&
SR IE SR, A BT circ TAX1BPL Fll TGF-8, £ B3 U 1) 5 Fh A% AELRR 7Y rb 4 E W e A %4
b Rg R R [18]. X RS, At R 40 A P 7E 1) RNA B AL H SRR 51 8 35 B B A T 71, "TRE R
BRI B2, RNA BURSUEHTTTIEPOE NIERE IR, HAERIZWbs &P, FiEEaA
RITHE S 2 EANME, A NG B RS HE BRI i 5K 5 A 1 1 Sl

7. RNA = 254¥iE R FF & B I4R

RNA A& 1] 2590 5256 2 78 Wl PRATS TG — SR ZI MRk R . o PR S s e B AN 2 ik
RNA B8 H 7E 4> 5 2 Pl SUR 0 Mo R B A R FESE AL AR BRI B8, R Guttk 40 o] B Sk e DLTIRHI A B
JNEo i, ADARL TE4ERR H S G it 52 1B 1h RAR Gy ik B s vh B AR, L4 B ik v] R
FRE B BB R[24]. Rk, FF R B S0 A 288 7Y 3 B M i 4 i 70 Can 456 P 25 WA e . 4
GURE R PEPK IS IR RGBT 25 ) RO E T . (R PRI R, (AR O - AR K
FL#EHE ] IncOSLMT (1) siRNA,  Iia/b 1 4 i 4 F 055 5 A 2O JE 4] 1 5 R [25]. X s
T YIKFARTETZ I RNA A HE ) Y6 97K THE 16328 J7 THI IR 77 o

HWR, HEbR EXHITE R AR 2 R Th i 88 . AT, K250 RNA B FH G A Ybs E 4 (40 m5C
TE B i saiE b 0 B ) A7) 32 B0k B SEIG R FURIER 2R I PR 7, 5 = KRR i G A s SR 0 (1 5631 [26]
BT PTE S R T e TS AN B AR R ¥ RNA 84 B sl 2 i
WY, IR S I PR S R A B DG . TE TN S iR T OB AT, 15 NeoPrecis IXFEHE A 2 4 5 B (U8
PR G g% S5 v B BT SRR GRAR R T AR K R TT I1[27]. X T RNA B IREE M 254, T RERR 2T K
RN EE SRR, KR ) RNA B IR SRR A L e s RN e O SR 5 BARZE &, LIRS HE R S
I

F= R RIEAAR G EEL TR R, RN R EK, ARG . BG5S
(254 T 2 IE BN I X — HERE #2470, 7EHT IL-5 ZEWH57 Depemokimab ¥ &+, FIF MIDD
AU B, | SHECE B 1 SRR, SRR T R RIAA R T 2~3 FE[28]. XA B LI
(R SEmE,  JLRRINH T X 2 B2 L s A W R0 A b 250 R VR R B At DA B i K A S UL R 770 5
T RNA EGEER 254, A E N ] SE 25802 AE AR B (KRR . RNA S SR 078 4 . TP 3 R
R R IE) E S H B, X SR A mT LAAG I T V8 R 1 R 40 RS/ BT IL-5 973k AIRE , T R I PR
B 597 8, AT SCREEAUE . B E R R T R B AR

UeAh, WERIERERDEE. EE FDA BOLEA 7 —W0HR, KT HEE R R (R A
EH GBI FREAR), EDBUE AV SR M ER[29]. RESRE O MR TSRS
Y REEY, HERET KRRV A 5L WA BRI &G R R IR 8 7E TR [29]. %FT1E
FAMLHIE = () RNA SRS R 259, s N PR 20 215 Z GO SR 41 i B0 AH B4 FE 1R 8 B ot B i iy, ]
REAE I PR HT P BEER L LG A% e 2 WA 2 B 5L S0 1 1) 22 4 P B 28 20

8. ERERE

RNA i 2 IR 1 42 (1 S B e SR AL 2L, ESS B IR A RS e R RIS 245 7
HAEERMZ O E. RERRGHMIL T m6A. m5C. acdC W 55 L Fh RNA ME1ITE 4SS B e h it ik
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FUERE . mEA EImIE IS H A A v A REE, KE4H 1A 45 % 1 40 Wnt/B-catenin, NOTCH. STAT3. NF-xB %%
REAE 5B, BRI T AR B R B AT . AL RS ALKBHS F1 FTO. BiiE A
YTHDF1 Al IGF2BP2 &5 G H 4% N ¥ [ ThRe i, 72 KB e 2 1t 38 BRIk 7 T 24 () B 2 0y Ak o [
B, mEA BIRRZIAN N IR A i i, Jl it 520 MDSC 2046 BRI AR AL . CAF 55 e 41 i ] 1)
AT L) S A0 DR - W 5, B B T IR A R e e 1 IR O 5

Ak m6A EUHIIB T I R T BRAT IR S B M A AR S s AT . NSUN KA 31 m5C &
v NATL10 4k 1) ac4C (24 LA & PUST /31 W &1, 2 5l i8I 520 RNA F20E PR Bl R F i S 2
HERE 2T, 53 MEED . XEEES meA Bz A, PLK&S DNA AL, 48 B
MR R 8], ARG 2 A BAE, FEEME T — Ak, SIArREmes, iRz Bl
e PR 2 o

FUE G T 35 R, 12 AU AT TR IR 6 22 PR AR A SRATF 78 77 1) . 1 %, K240k A4 B T meA &1,
Xf m5C. ac4C. W S5 H S 1E 25 E Wia o 1 LRI s o 1R D0 28 R0 A BI55 B T RE 1) T AT A T2 A5
B, WEWEZ RGMEIHEFORSHI RN “BMERE” o JLIR, RNA B B w4 i 2R AR
BRSO . N, [F SRR LR AN RS T SRS S R TR R IEA R ER . R, R
S L S R AE LA L 23 R N AT RNA B S v, K G BT SR A b B g FL A e yg S o M AN
iz g P IER . 3=, RNA &5 AHE g i (LR . Mg st AR 10 0Bt H 281 f2.[9] [16] [30],
A TR R G TR IRNIRER . XA B T 48 g an f) B & g5 5 5 R R Rk 5 LUE
RIS ZE7 S

TERALER 7T, PR SHUEIAF. TERmRBE . SRR AR, R F TR AL
IR FEE M RNA IR, 2 S RS Wi A 1) G B [23] 28T _E, BRI PR AT W FTUESE T #EH RNA
EHAR DGR A R, AFCRX S8 R LA A IR R T FH 25 T I . 75 BT R T8 Bk M AR
DI, HRAVPAT L2 3N 1% BRIERH DRI Zrl GetE . BbAk, aifarts RNA BHREE a7 50
AIWIT < JBUT « BERRTT B AR BiR T AT R A G, 2 T IR IR O 1 R 8 R A 25 1) 1)
flln, HeT meA BIRFFE T G i yT RN, B meA IR FIVE A S ia T MO, AR TS
Jrm[19].

JREEASK, BHAERIE AR MR FE N e T BB DU 2 41585 BT RN, FRATT% RNA &
MRTE 25 B AR LG G AT SEIRZIM B AR . X G HES) — TR B AR Vs S A AR 1) 2454
(HEAE, B 2 SRBLAS B i TR HE 2 W Al R 80R T, SGR BE AAE R . RNA BRI 7L, X
JE R AR S G R R S MR L, 1E 51 S0 F R 273k N — A A8 () SR S AR
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