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Abstract: N®-methyladenosine (m°A) RNA methylation is the most prevalent internal modificati-
on in eukaryotic mRNA, and its dynamically reversible "writer-eraser-reader" regulatory netwo-
rk plays a key role in gene expression. Recent studies have shown that aberrant m°®A modific-
ation is widely involved in the development of various tumors by regulating the expression of
oncogenes and tumor suppressor genes, thereby influencing malignant phenotypes such as tu-
mor proliferation, metastasis, metabolic reprogramming, immune evasion, and drug resistance.

Therefore, systematically elucidating the mechanisms of m°A RNA methylation is of significa-
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nt clinical importance for understanding tumor biology and developing future targeted strateg-
ies. This review aims to systematically summarize the specific regulatory mechanisms and fu-
nctions of m®A in different tumor types (including hematopoietic, central nervous, digestive, r-
espiratory, urogenital systems, and other solid tumors), with the goal of providing a systematic
theoretical foundation for in-depth research in this field.

Keywords: m®A modification; Methyltransferase; Demethylase; Reader protein; Tumorigenesis a-

nd development
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MR LS ERRE— I RZME., ZREBEWNERAEY LI, EaREEETRERAR
R FEE B, bEESEENFEORZRE, RNA BIHIER R FRIE R S AT,
CURCR S A 22X — ST R O A Y, (6 H AT S E M 23R RNA (L2208,
Ne-FHEARE (meA) RHFEEE, M) 2 HEAEZENAEYZREINGE, BOVRZRERE
Wi > =P BT 20 teg 70 AR IRTEERZEY) RNA i 3l 2IBFLE1 mRNA
T KBEEGRES RNA Fis RN —" 25578 RNA FE(LEHR 5007, 5
DNA HHft, AEABMESMEBINREEIEL, meA BIHEZMERMES+HS5ER
FIORHIREIE TR, IEFRRRA, meA BIfRE S 2 NBERN AL LBV, JTHEAEME
Rt R,

meA BE —FEhASrYE RNA BHE L RE, HiEAH T =R E N FRERIEE
&Y (40 METTL3/METTL14, %% “GAEH") MERELFRY; ZHELE (W FTO,
Pl “ERREE”) NMSEAEA"; REIES 0 YTHDF 2%, #oh “FIREN”) HRkiR
Al meA BB Ry 2 71,2011 4 FTO 5 METTL3/METTL14 & &R % 5E,
PRAEH meA FFFI “ERSIBIE" A “ShASVER ™Y, BifS & A MeRIP-seq/m®
A-seq FFHRORII T 285k meA BIMEIEN2H, ErREERETRIEEL T, 3'IFREX
R KPERANE FEXIR, R HAE mRNA 878, FE MR BR s Ruhd R e I,
XL LRI AL T meA “5 N-ER-FI1E BIEhES R4,

TEMR A, meA AL IEIT s R R S s R R ERIK, T 225 ME g sE,
FATHRGL. R R s kiR e s AR A0, RS ERE, meA RTVE MR T4 R
W IREh b Rz TS AR R, SR A R b R s R s Y (E S AR,
meA AR R FEANE IR SR A s R B R DhRE R Pt L B B, Blan, TERT4Hi
S meA SR AT IR R R TAE BRI meA AT R R,
XL E B RSCRREE” RS, MR T IR e,

Kitt, RGEEIA meA AT M4 1E I & A & e S IR T #k B O VR LA B A SR RE
ESIRKRE X, ALZFRBEIRSITFEEEIR, RAME meA TEIR AT E M 255 DhRENLH,
PARRCRIZ U N i — 2D i R R L i 5%,

1 m°A BHHIZNA A L]

meA BIRHIZIS ALK T =20 RE R AR ARE B o F 4% . B (BAH)
BRI, ZFEEE (BERE) NMSBmRER, miRES (N5 MEdRRdss
KRS B I DhRER o

G AN ER, ZOEE &Y H METTL3-METTL14 & —8{&# L, Hr METTL3
AL S-IR M EIRGS AL ROF T A RN, METTL14 M@ FE RNA KIS & RE
BYIRIG R RMACE FEC at S Wilms iR 1 HXSEEE (WTAP), Vir f meA
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HELEERE R LA 1] (VIRMA, 7°FK KIAA1429), RNA 45455 &M 15/15B (RBM15/15B)
LTI EH— DAL, BEREAEZAES FYERENIIGEE &K WTAP M S &2 &YmbtE
£%; VIRMA 51 5HiEm 3° JEFIEX (3° UTR) XI; RBM15/15B M@ iRRI4E RNA
R (40 U-rich Fp3l) seRURpTE™, W&, %8 AWTE RRACH &5 FEIRHHE MR
JEFHI R, B4 meA &1,

HEERILEHI /5T, FTO F1 ALKBHS R A a-Bi K —BRACEII AL AR R RE, (BHEEEL
HEEZREYP,) FTO BARERYME, HERSEEZMAREBNRG (a-BIk —B/5e M L
B ASVET; ALKBHS NIRILH B &SRR e, HERMRNE £38 R ] 5Eil i 23 |48
RN ST R E mRNA AR A A Y, B AN SERIE RN S E LR R E T 8%
A _E meA BRI BN IR,

EESHESAEIF, REEEE TR REEIR A meA B1HIF5 & NN, YTH 8549
HREE A E BRI HN —38: R YTHDF] J@id 45 & EhFEanR et & 3 R
&R, YTHDF2 /-S4&0 mRNA [MF#% )24, YTHDF3 Nl [F 454 YTHDFL/2 & 4%
rEVERER . #%MN YTHDCL @it s 802 R 745 S UE s nl 22 504, [AIIHERHE I mRNA
Mz, B —REERE S SEREKE T 2 mRNA 88 E A R%E (IGF2BP1/2/3) &
I9E YTH g5H9LHDR S meA, #5880 mRNA fURR e SE%, EMRR A4 i R AE 1T
I, feAh, SN R R E I (hnRNP), @1 hnRNPC fl hnRNPG, A[J@id “m®
A FFR7 HLHI R m B g1, BIIRBIA meA 51 AT 51 R RNA /RS2, #miE i
pre-mRNA B,

i AR, meA BIEId S A, RS R = RE QRS EE, shSHEE RNA el
2, MIMTERESKIG7KES2E) 12 Y B R R IB A 2,

2 m°A YR RIPE R R AL

2.1 EIMRARGGIERE PRI

MRS R 2 — 2R T2 S M AR e b, EHEAYZ, B S RIS m Ay
W SARAN LIRS, SRS ERUSAME, 2B ety IEEE, meA BIFfEN
KEERI RN L KA N, $OELH R 52 MIMKRRsUEEMRER L LS L BEYIHEX, T
E IR SE, SME. AT SRERSEY, DA RAIME (AML) A6, meA
FEI R T S DREESHE IR BEH, OB RN METTL3 £ AML HEZ/ER
BoEAF, BEERRENS MYC, BCL2 F X8 FEIEA mRNA 1Y meA &, 345 HEIIERK
R ONTIRST MR AR 5 5 5 50 520, F—88YWhey METTL14 NS 2%
BN DIRE . HOBId4ER: MYB S e AR meA Bk, &t YTHDF2 /158 mRNA
Fefe, HEmMHPHIA MR, METTL14 FIIRESMREKRIAN SEMYB EHSH 2, M
(e MR R AR, B—7m, EHE(CE FTO 76 AML i &3k, @i #kk ASB2,
RARA ZHE# L eiE ST A LR meA 1B, BB G, MmmgEs: A R4 &
IMEIRAS A TR A, XN FIFEFRR, meA BITE AML i T — N2 2m. WaiEis
HBhAERE, EEENZ, meA BIRFEEERFANERT AML, 78 T A2t dmE
M (T-ALL) MigM#ERAIME (CML) FHAMSRAHMREA, meA BiH7RE S 4H & 240
REJE R, s EAE R M B T IE B AR S LRI U FRIK,  IRZIFZN & 0 1Y B SR RS KO 7 B mya 7
F R IR g b meA B IRTE IR R G M R P 508 3 R AT s R M 1, IR
HAEARF A MR A A ) BARE LS, RBa R 0 2 s B R s A B m ey T SRS e (L R 2
MG,
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2.2 EFPRXHERSIMEHRITER

TEPRE S R GOBMEIR D, meA (BB R IR 25, BIER. BB REEE
B, 25HBMHRE, DUR BRI R R R B, FOBME RS meA 4 AR
YIMESE, —79, METTL3 @it 4 ADAM19 S (e 5L 55 7 AN meA AKCF, Wam gt
KRR, TR 5, B, ZHREMCEE ALKBHS @id 4 SRR
JFRE TR FOXMI #5328 1/ meA &1, FUEE YTHDF2 /™SI, 4k FOXM1 M@
i, T SR R TR TR TR Y, [RIRE, YTHDF?2 J@id B & 4 LA 55 mRNA,
HE— 45 (R 25 0 5 A R ARy, (ES A0, meA (B 1R7E R R a7 ki
WRAE S E A, IEHARRIUR R, SO 22 S LG FTO R W E LIRS0 SO . H—,
BT 1 VEGFA mRNA fJ meA BRI A, B, i@id i DNA Hif5 2@, 4y
H2AX F9&3 R Rads1, M E s g EK, 1sh, FTO FAN@E | GSTO1 Y me
A PR BRI mRNA RE M, BSAMET:, s g, ERe E R,
meA 1E17R S 5 VAR R S AR B S A2, 5T 0%, RBMI15B /5% FNBP1 mRNA
PR AT 4% IGF2BP2 iRGIFEFaE, #mmidid FNBP1-LASP1 #H ELAFH S Smad3 15 5@ 8,
IR BRI R FE Y BRI SRR RIS, meA B IRTE A - A M R Ge R v 7l
REEVE EZOREIEAL., Hlan, 76 SHH TP AUBE REAMRI h, FELE6R5 K METTLS @i /5 PTCH1
1 GLI2 % Sonic hedgehog g X HEEL R L AR HY meA &1, JA#H RNA FE M5 BIRAeER,
MRS Rk R X LR AR UHASL T meA 1B ITE FPAX s 2R GEIeg o5 25 R J v ) 6
fir, HWRNFFREET meA VAR AOREAGYT IR 4t T EERIC IR,

2.3 LRGSR RIER

TENL ARG, meA @ R RE™ . g R T g,
{EHtAFE (HCC) Rk, T aRIH, meA BITERE A E 22 A M4 . R
METTL3 @i /r5 RDM1, USP7. FMRP %2 ML F K meA &1, 23 BIH RDM1 #3x1
1438 USP7 #3%"IH80% AKT/mTORCL @™, Mifest HCC WiE. B& &/, [FN,
METTL3 5 STAT3 ¥ & IE R MR 8%, th MK Rt E ™. meA 5 AE&H®K
METTL3/VIRMA/CBLL1 Fid. METTL14/ZC3H13 Fif) @A 40aET. /&L, DNA
AR % K EMT 5@ 200 HCC R, 4h, meA {Biinl@idfa e LEAWBIH & A 80E
Wnt/B-catenin @Y, st METTLS /5 TPRKB & 1ilsa HFHA, iR 20,
8 H YTHDF2 i@l R AL R mRNA (ke M IGF2BP RiFEEIFEE MYC, FASN
LHRKIKE HCC 8, 55—, ZEHRE(LEE FTO Eid /™S circGPR137B 2 H E AL AL
PR ERERER Y ALKBHS i@)E R PAQR4 Fi&4MH PISK/AKT @Y, — &I RIS
o XEELIMAGH /R T meA BIRTE HCC R 4EF= U], N mIarHe it 78 5 ml.

B (CRC) ZiH WHELEBEME 2 —, HARE 2B ENRIEEH>R, &
FHEEREE, JEER, RNA FHEM, HRE meA B, TN CRC U Mz 56
WERZE, 222k, £ CRCH, meA BIfi@EId E1s 2 Mot (s SiE s LA, 20 i
BT, RN ERFL, IR N I ORISR A Hh METTL3 15 J9A%0 F L%
WolE, @I ZRHUEIEE CRC HHE, — 77, METTL3 HiA VIRMA fl YTHDF1, j@it m6A
R [F I om FEEEL RIBIERCR, MIMEGE Wnt/B-catenin @B, JXZ0 MR T 4H AR K
w7 S —Jy T, WS FAEE HSPOO 4iRE E B FAE, WEMMYIR MYC mRNA 9 meA &
MRS RENE, DUE R TR, EHERERh, METTL3 @it e MMP9 mRNA {22 2244
B @& SNAIL mRNA % CXCL2/NF-xB #, WanifissR ™ 35@d YTHDCL R
JFaE NRXN3 mRNA, {Essr ™ Hoh, METTL3 @it meA fkifiry 2k JAK] 5
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1%, 5 NF-«B WpRIE5E STAT3 #55%, THMEURIE S E R © (41590 M 2, METTL3
HIThRE B A TG NEN:, H0e i@ &1 PANC754 fi#] LGALSY, Mt sm e isiary M2,
1B T HAE IR s A i 2 e A Y, Hoft meA “B N7 BARFER EEEERIER,
METTL14 j@it YTHDF2 NI IE ETV4A mRNA FE M, (EHgiaser- [FatgeiEes
TR SOE I R AR, ETTL16 J@id 158 Sogal FikdEistmkfaz it B—H
JLEERSRE KIAA1429 W@ 1A PD-L1 #5461 CD8 T 4R, NSaiikia'™ s
faE FAMS4B mRNA % Wnt/B-catenin i@ R (Lt B R, WTAP @id (2 i SNATL #ik
FINiE YTHDF2 /-5 SOX1 mRNA Wk h g k", RBM15 M@t fa & ITGBL1"?,
FGD5-AS1 7K E2F2 " 2 fitete e ppIE(EHERRIIE 5 0, 5 “BN” BN,
EHEACEER EER” EEN R AEE MR, FTO @3 R NUPR1I mRNA i meA &1f
EHRE, Wbz’ FRbE -8 SLC7A11/GPX4 fiflekser-"", ALKBHS M@t 2
FR FAM84A mRNA [1 meA (Bt HREMR, MR B-catenin B, 458 fhyed T 4H -+
PR AT 25, A, meA I8 1IE B AR AINAE TR %S, BN HPD @i f#(t SLC7A11/GPX4
mRNA FESCHIHIH FIX, MirREErsE =", /i GTN W@ #0%H METTL3, R AKT2/HIF1
a/SLCTALL i, HEMESERAET-H M gt e,

EBES, 2R meA BIHHECE HiE EE R R R, Mg Y 21T,
METTL3 fE RO LR, @i 2Lt Bt E: — A HEN S circCDYL Y meA &
WiHIRAE L A%, AT miR-378a-5p/USP13 #7; % —JyMH, it YTHDF1 Gt
FNTA 8%, 0% KRAS/ERK ZE@% ™, 4, METTL3 JE6EE meA/YTHDF2 i
BFMERE PD-L1 mRNA R, IR gy ) 28 iy s, 5 METTL3 fEFIAER,
METTL14 /5 meA {&/finy 5% SIRTS mRNA BEt:, BT, Miins s i mt,
R, UE-FFrE B METTL14 /S0 meA &1, il ERz-HE e (EMT) idfg,
HEEpR RS, ZHEALE FTO 1 ALKBHS U3 Z0@1d 2k meA &1 B4F (e EfA, FTO
— A @S CCL2 [ meA EHE(V 88 E mRNA Bk, MESbrigs g, B—7
T EIT FAE AURKB 2580 5L R A meA /KF, 0% SP1-AURKB-ATM (S E4f, IXzh & &L,
ALKBHS5 W A @32 j/0 TXNDCS5 fJ meA &1 AFE e H 24" stilid R PKMYT1 (#2358
HE RS, FREEIRE meA B, (R REKCER AR FE A, YTHDF3
JET RS EZR mRNA Y meA EImfe it Rk, WomAig 2R EHSITREET), FHER4f
SR BN BB, ZC3H13 3@ /S YTHDF i meA (&4 FiE SNTB1 #ik, HEfiEeS
EMT 72, IGF2BP Rk fith 2 5 : IGF2BP1 7] 5 PHGDH B meA kil 7 R iaE
TCF7L2 mRNA, % Wnt/B-catenin J@#, #2257 25"" ; /i IGF2BP3 Wi idiH 5] PKMYT1
9 meA 1&iEsE EAEE S, AN, YTHDF2 Al /5 AC026691.1 FEf#, Xz FRM K
M2 EMERRERRAC Y, BN, WA &A@ MH YTHDF2, #38 SRA1 mRNA
() meA 1B/ DR THEAGE M, T E0E NF-xB @M IR B e, $RI SR E S5 £
R HE T 2 BFE R VIR,

g b, meA BimE HE RS, RZIFZE R e, R, R, ki
Keif 2 SR, I M2 A ELARNLH], o0& B meA BIETEISTT RIS B e S HE IR
B,

2.4 1EFHR RS R REIEA

i (7 /2 BRI A ST T E R R 2 —, BOR B RUUEHERAA RNA 81 (F4E (L)
FEHE R SR . (EMiYE (LUAD) A, me°A FB:gs IGF2BPL J@d IHAIH A3 E PRMTY
mRNA, #iE RAS/MAPK {5 538K, MTiTEEImRt ™, Fk, meA 1B th %I %0
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THIRES 5 2, BN i8s YTHDF] @it 5% EHD1 mRNA RS & H:, {2 PD-L1 H
SERLSIEIR, NSRRI R TG, AN, meA FILEREF METTL14 @it &
i DKK4 mRNA, (E#HRIEEmEZmAME R, FETmEnaiii, =50@En 7
T e R E ™ fEE NS (NSCLC) H, meA Z5FE(bEg FTO i@kt Bk MZF1
mRNA ] meA /K, WBRHFKIAIBOE FiEommes, EaiR S Es™, Mk, Pk
s METTL3 il 41 CDC25A F1 AURKB mRNA 9 meA &4, #EmHfaEtE, Mm-S
RIS 25", %5 —J7H, FTO XEr]ilid£H%L(L IGFBP3 mRNA, FHI IMP3 /7
S mRNA [ P/MARE B, WS AKT (S-S0, ekl g R, JEEk, IR RNA
(circRNA) Y meA BMMifEAH H 2256, MRER, meA FiER IGF2BP2 @it il
circRAPGEF5 _Ef) meA s, FREZILEH NUPL60 fUiERA, HHI4nit 5 mE, RZ&EHt
R it R 5 kR,
28 EATIR, meA BIfiEId 24, 2 BRIAEERRIE NG SER, 76 EE a7k
YU R T ARZOHINAL, £H0 meA ML S8 777, @0 METTL3, FTO., IGF2BP1/2 %, FF
JRHEET T, AR IGTT F ALHT R

2.5 TEIRAHRSIMEHRITER

EAES IR AZGIMEF, meA BIf@E s IR RNA RS, PAE SR
SERNE AR A 7 TR I R & AR R TEIN B, meA &1 BN A RHIE: — /7,
FRELEERSIE METTL3 J@id A sl K 7 GATA4 mRNA M 707 A R et s R I e s I, itk
YTHDF2 /15 mRNA FEf#, MmiakshBisit e 5 mersmsE ™, 5—J5m, =R g
ALKBHS5 J#id /M4 FR%4& 2% ITGB1 mRNA B meA &4, FHWT YTHDEF2 el i, dEmsgs
ITGB1/FAK/Src {554, (EMMEEEREMREEER"Y, EFaEgEh, METTLS M@t
FaiE PI3K-AKT J@#4 4K 7 PHLPP2 ) mRNA & shae™, EmRAS MR+, me
A BIRFEIRE R FREAER . EREMES, WTAP 1589 PIGT mRNA H R &gk L&
H IGF2BP2 iR, @i sk g AR @ Mgt PIGT 3Rk, #midksh GLUT1 /" SHIFERIH B
RS imR R, FERTFIIET, meA AR EIE 8 M4 : METTL3 @i /15 HOXC6
mRNA i meA &1, £ IGF2BP2 58 e, (et HOXCo SHElEf#Rs PGK1 B EAEH,
AR IR E 22 SR R, [N, KH (RS ALKBHS 7856 K 7 USF1 JA# R,
DL YTHDF? i 75 204K FLII mRNA B9 meA 7K s8 Bz e M, T SO0 e P e R A e
BRI, IXLECRF S RIRAA, meA (B 1R 4% 7525 5E 5 R 2R G0 IRg FhEa R R A s
R IR E S IhEE, EMRE. 8. WOREEYENIGT RN RSB ER, NITR4
AU TR A T SRS TR A T B T 2R

2.6 EHEMIABEHRIER

fEZ SRR (CUFs7LivE. BeER, SkaihE, S8R KHERE) 1, meA RNA H
FAer 1 R AP R il & 2% H S AR 1, RES5IFRIMENLE. RESE
PEHEFEN, EFLIUE D, meA (BVREIT VA GE, R, TR R DU i 2451 ¢
AR R RSN, Hrh, WEERSE METTL3 158 H YTHDF2 S EHiEse &
FE(REINRE, T IGF2BP R/ iaaH) mRNA f&E R+, 3@ MYC, EGFR 2554w
R FA, DEEBEIRERED ", EREZRT, meA BIFFEEEHE M G, BN,
METTL3 jfiidt /% FRZ- RS L (EMT) FHOCER R e T AIAR S0 meA &1, Hgost
mRNA FaElE, MKz E G ZRAaiRE, ERHMmEIET ", o, 7EH sk
i, SERAERES, DL METTL3, FTO M IGF2BP FHNAEMZL meA R E T, 78
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B IZUESSIE IS R VOGBS Sd i . (i 1 Bz - TR S (b s IR S AR B B gm AR S Z R, SR
PR AP, meA B HTE AR R 2R A Se AR R rh R B L I T S SR VA IR, AR
Fieseg A= 2 HR R A ot R FL BB R TR T B R R A 1 RS AR

ik, RE meA BIRTES KR g AR E M, (EERFERZRE MRS, HI
RERIUHE MM SR, RAARBL T H “MRA:” rERHIE, MIEEMAES, meA &
WML (BIERERERE, R CEEDASIRAIER) HiES 5 2 a5 s 1%
IEMEAEYIEAT R, XA TR T EARE: FRE TR S AR ERT; IS E S A
o EHHRZE, ®E5 - (EMT); WEBRIEERE, NMSIETRNE, WS
SR SRR, [Fl— meA VAR AEAS R R £ 2 R — iR 00 R [R5 5= R Al RE A IR # A
[REIHEE, XM T meA VAR LRI E 24t —RIhRERINEN: : B A F 72 METTL3 1
METTL14 fES2 R A ME (AML) FHIEA. METTL3 8% (E 5 RIE i E i & 4,
i METTL14 2RI EHEShEE, FFE, METTL3 fERSHEAR (TR, 4EmE. 8§5E)
R EEEIER, (H1E 75 NBYE hHNE AR e I LR PHLPP2 i mRNA il e it 2.
TR SRR B W EMLEF ALKBHS 7E R AR HE T 4R FOXM1 #IA1R
HEARE TR, TR DN B P S AR E ITGBL (3 648, e R8I i Th H1SGE I A
& FLIT I BRa i fE . IX R AAE DI RE = FEAK TR AR =R RUREERR, — 2 M4 1Y
FERMEE AR BIMELER—2E A, meA AlREET IR AR RSB L EH, B, &
ML RG R T, meA fERFRESIEIAIE AKT/mTOR, Wnt/B-catenin @i, 1145 E |
RIE S N Wnt/B-catenin, JAK/STAT j@ i DA SN BRFE T B JA 2, 1T 7E B & H I 38 22 52 i
KRAS/ERK. PI3K/AKT 5@,

BIE 2, meA BIRERN— MER TSN RIMEERAERE, R E KA, Hig
LAY A N BT REE R IR A AHRORE, ERTAR R RN R A D S HAE S
B YOG, IXMIRZIE R TE R, ARET meA BRI W 51677 RIS LA
TERER D T8 2 b B REE RIS RIS BE meA R SOl T T, 5 RESEELAE UM
FEHERTT

3 M5 RE

ARERRGHEL T meA RNA HELE @I HAZS AT WHT “5 N-2FR-F112 7 M4,
TR E, #5285, AU EE AR SO T RIS R DB AT N P B SRBE R . SR 2R Y
FefteR, meA PR ¥ BEF AR IR ah e T AR, (e St oheE, ORI IRZIR TS
B [A—2+ (W1 METTL3, ALKBHS) 7E/NIR] e & 22 [m] — iR AN R 5 5t R Al AR
RO BIER, X0 7 M AR 25, FFIRRAR SRR L U L AEAS T o
TRk Bo ARR, ZGURKIBTFEN A T4 A meA TN BOR DU AT e = i,
RARR m°A 5400 RNA (2 4E B IEM %, FEHHEA SIERBI0 “BIED” , HIRFTHAE
iR G 5 A R BT, XL EREDT IR, ROy 2 EEAE meA fERR LA )
ROl KT AR TR Ty SRS B U SR BRI BL A,
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