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Abstract

N6-methyladenine (m6A) modification is one of the most common internal modifications on eu-
karyotic messenger RNA (mRNA), and it is also involved in various RNA-related functions, espe-
cially plays an important role in the occurrence and development of human malignant tumors. As
a dynamic and reversible modification, the expression level of m6A is co-regulated by m6A methyl-
transferases, demethylases and m6A-binding proteins. The methyltransferases that have been dis-
covered so far mainly include METTL3, METTL14, KIAA1429 (VIRMA), WTAP and so on. At present,
many literatures have reported that m6A methyltransferase KIAA1429 can promote the progression
of cancer, and has a certain correlation with the low survival rate of cancer, such as breast cancer,
hepatocellular carcinoma and renal cell carcinoma. This paper summarizes the research progress
and related roles of KIAA1429 in various cancers. It affects the occurrence, proliferation, prolife-
ration, differentiation and progression of cancer cells through targeting stem cell factors such as
ID2, IncRNA, CDK1 and c-Jun in an mA-dependent or independent manner. The oncogenic role of
KIAA1429 in different malignant tumors and the mechanism by which KIAA1429 promotes the oc-
currence and development of cancer provide a certain direction for the treatment of malignant
tumors. Restoring the ideal level of m6A methylation and correcting the expression of KIAA1429
in cancer may become the key to treatment.
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1. 51§

N6- F 5 I 1 (N6-methyladenosine, m6A) &1 /& L% {5 {8 RNA (messenger RNA, mRNA) |- 5383k 1] 4
ez —, RIEERREKY L, RAEREEIEFHENA AL, 35 F 52 5 (S-adenosyl me-
thionine, SAM){EA mBA T & (1 FH b4 [1]. mBA (&1 B A7 7E T AL mRNA [2]. K& gty
RNA (long non-coding RNA, IncRNA) [3]F11#/)» RNA (micro RNA, miRNA) [4]2% RNA 71, 325 RNA
F AT RE[S] [6]. mEA MBI AT HFTIE “HEE” « “EERRE” M “EBEE” [7] [BILFEEM .

“TEH” B meA HEEBE, CRrassH IS 3 (methyltransferase like 3, METTL3), H
TR EEREE [ 4 (methyltransferase like 4, METTL4), Wilms 83 1-45 & 2 19 (Wilms’ tumor 1-associating
protein, WTAP) [9], vir F£ m6A HFEFLBEFA < (vir like m6A methyltransferase associated, VIRMA,
KIAA1429) [10] [11], HJEEFEEERE 1 16 (methyltransferase like 16, METTL16) [12], RNA 45 &35 5K
4 15 (RNA binding motif protein 15, RBM15) [13] [14]#1 Hakai ) CCCH R EEFR 2R 1 [15]%5 . WF7C& M,
MBA EIHAE LR E  TAMTE AN 43K [16] [L7]FVE R TS 3 H [18] & B E B WMER, JTHEE
AR ) A R R . b KIAAL429 IR SE S 2 Flomie ik R ARG, GFEIHE[19]. H e [20] [21].
Sk #8482 (head and neck squamous cellcarcinoma, HNSCC) [22]F1 52 AL A& 5 21 /i 83 (Testicular germ
cell tumors, TGCTs) [23]%%, A H AR EMK. JFH, KIAAL1429 GELL meA il sk AR ik #7705
SymiE b e, RIS R oW g 211 KIAAL429 11 B B 30m1E R B KIAAL429 1] GefE AR vR T
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2. m6A FREETEER KIAAL429

Schwartz S5 N\ & JARE 1 AR H mRNA HEAL BN FE 7 22 KIAAL429 (12 5[10], A7
TS, 5 WTAP AL EAMF[24]. 1FyHIEREEE SRR CHA D, KIAAL429 I SUN &5
I8 (130 aa) FF 4, B —A N-AKu(1130 aa)fEAN N-KIAAL1429 Fl—/~ C-A i (1131-1812 aa)fE A
C-KIAA1429 [13] [25]. 1 KIAAL1429 JE R4 5, m6A WEAE 7> 0 F B T DU, LLfE METTL3 #1 METTL14
HE DA R A2 N SR A RO 2R N B SE O B R [10] . E4RE, EASKRGEF A R, KIAA1429 ATLL
FHZE mBA HIIEEEFEHE METTL3. METTL14 [ WTAP et 5 X Ik 0k 3610 [26], X E W KIAA1429
7E m6A &1 s HEMEH . KIAAL1429 X mBA I E 4 7E 37-JE#H1E X (3’-untranslated area, 3’-UTR)
1 RNA JERA 2 1 B8 1 3 [11] [26].

WKL KIAAL429 5 “HEZ” BRI BURSIE R K [27], £ KIAAL1429 AT RER A Z A
FIThRE, HAERERETRIEEEEH. Li SANTRER T ARRALS T KIAALL29 Rk 2 7[27],
T RN TE S SR MR A iR . & (gastric carcinoma, GC). 4% 7 /iy (Colon adenocarcinoma, COAD) [28]+
FLARsE (breast cancer, BRCA) [11] [29]. JT4H g (Hepatocellular carcinoma, HCC) [19] [30]. FEM&KTH
P K% (Uterine Corpus Endometrial Carcinoma, UCEC) [31]. fili l#4i(Lung adenocarcinoma, LUAD) [32]. &
& & (esophageal cancer, ESCA) [33]. ' @ 2.4 i J& (chromophobe renal cell carcinoma, chRCC) % & FL 34k
4 % (papillary renal cell carcinoma, pRCC) [34]125 4, KIAAL1429 (#2532 %8 i , 11 75 B 855 (Ovarian Cancer,
OC) [35] & FUIR i 5L S IR % (Papillary thyroid carcinoma, PTC) [36]4 #iAHHIK .

3. KIAA1429 FE B4 phE R Y RIE
3.1. SRR

AL, KIAAL429 75 40 i J& B 8 RS 1 (cyclin-dependent kinase 1, CDK1)2k A2
HER YN B AN #5685 [11]. Qian K Liu 25 AKX FL KIAA1429 78 FL AR AH 4 rb (3604 s T AE AR R SL IR
HAPRIE, [FIR KIAAL429 (153805 1 Fl7s 4 FLIE B35 02 A 47 i (Overall survival, OS)AK[11]
[27]. S50 RNRIRFEAR TR T KIAAL429 7E44 4 4135 REAE 3F FL e 40 M 0 S AN 6 # , RI KIAAL429 Ref
BEFLIE IR, I 5 IR LA K. AN, Qian 55 NIESE 57U R ms e n] LLRFIC AL e 443
KIAA1429 #1 CDK1 ()3 iA[11].

3.2. I BHR MR

Arumugam %5 A& ] cBioPortal ##iE 3£ [K 2H &% (The cancer genome atlas, TCGA)Z3#1 T HNSCC
MOEA i 5 35 [R] R U AR IA /K, WS BIiX e B PR i A R ) R AR IA R, ok KIAA1429
R W9RAE, HKZE YTHDF3. METTL3 Al YTHDFL [21]. IbAh, iXEeREp ()42 DL EUIR 5 HNSCC
B mRNA RIEZIEF, It HE/R KIAAL429 (13 R IA T RE SRE 70 B IR 70 Atk R 45 54 2
BEMK[21].

3.3. FHE

7E TCGA B FEFIGRAEA R, 54T IE R A4V EL, FTm A 4R W2 35 & 1 KIAAL1429 ik,
X TR TR B3 1) OS AIJGH 24173 (Disease free survival, DFS)/K T4k [19] [30] [37], FEAASNSLE:H,
M KIAALA29 w] 1) 40 i 1 FE AN #5 #4[30]. Lan 25 AHE—2BAER, KIAA1429 fEARAN T HE T 40
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JE AR . MG AE . REAGTFE UPTATI[19]. e T r e, DA R RS, XUE
SEHE T KIAALA29 J2 JH- P i AR KRN 7 1R 3 K IR B R 35 . Qu 55 N 73 it 17 TCGA B8 e v (1) S
7 DNA #% J1 #0224k, (Copy number variation, CNV) A1 #.4% E 12 £ #4514 (Single nucleotide polymorphism, SNP)
HE, KILHCC AL KIAAL429 FERIAME HCC HLH 1Y) DNA 5 DIEUEm, &M %3], HCC
HEIF ) SNP RAREHAK, XK KIAAL429 1) BHFEATE 4 /& A& F 1) CNV B SNP 28748 5] S
#I[37].

Wang 25 \NZERTFE R BT Sk KIAAL1429 1) hsa_circ_0084922, 44 circ KIAA1429, 78
2 0 0 i g 4H 23 b | [38] . circ_KIAAL429 ) id FE Rk AT E HCC I %% . (R 28 1 IA) Jii %% 1k
(Epithelial-mesenchymal transition, EMT)id #2, ifimikk circ_KIAA1429 2 SEAH R4S R, thah, EIER
T Zebl & circ_KIAAL1429 (1) R Hbr. Zebl [ L4 S5 circ_KIAA1429 75 5 10 e 40 5 72 [38]

3.4. WFRAEFERGIE

W KIAAL429 (EDVUFRE ZPRAETE R G MR b B, 3G AU A0S . 155 b AT
J&[30] .

TGCTs &5 FJH M EBALIEIAL, 2952 IIE1 90%~95%, L X 43 Ak I 240 B8 RS S 4 g
J8 . Lobo S5 NARYE A=W15E B2 i R, 18 TGCTs ' KIAA1429 5 YTHDF3 S fic & U 11 meA #H oGk
A, HAERS FRANMR AR L, KIAAL429 FIl YTHDF3 7E4% 40 i i b B & ik RIE,  Hss 2 1EH9E[22].

TE 1 1 Bess 0401 PR 99 BELAH S IR 25 5 Lobo 258 AR I NNV HAREE 1) KIAA1429 F1 YTHDF3 mRNA %
AR EET W, RN, B KIAALA29 #4555 KT 51w 1) % 4E 2% 4H (grade group, GG)AH %,
2 B FLAE BF ER B 1 (15 i Hh R 8 i [30]

TEBERE T, Bk WL 25 A AL R 2 KIAALA29 (41 5 REASIY 29%) [30]. 7EA[FIZEHY (e ks o,
KIAA1429 7EAEFLIIRMIBE (I B AR 281, AL H#)T & L, 254 33% [30]. Chen 55 AHilESE
KIAAL429 75 = 55 24 b5 It s o =i 218 [39]

R 5 WHO2016 £ 194325, ' 9 (renal cell carcinoma, RCC) = 543 =ANIE Y . 1537 W 41 ifg & (Clear cell
renal cell carcinoma, ccRCC)~ 5 7L J< R e AV g 40 i« 76 B, KIAAL429 FRIAT] fEAE X 40X
L RCC Y (A= nhs £ 4, I H5 OS A1 DFS #H%¢[30].ccRCC.chRCC Al pRCC H'[f] KIAA1429.RBM15B
F' YTHDC2 mRNA £k /K PAEEEZ R 5 ccRCC AHLL, chRCC 1 pRCC 1 KIAA1429 F1 YTHDC2 H)%%
SRR . KT AL, WNAFRARMERE chRCC H1) KIAAL1429 F1 YTHDC2, mRNA I
W FECEZ ) OS Al DFS [30]. fE chRCC i WA R HE R /2 KIAAL429 F1 HNRNPA2B1, FE /2 H
T mRNA T #[30]. [EE Sun 55 N &I KIAAL429 3K IE8 5 pRCC & 7 BAHIE, FF ] AR 2 1) OS
H1 DFS [40].

35. B

Miao %5 A[20] %I KIAA1429 7E GC AL4Ud LIl T{ERm AL hFRIEEE. L KIAAL429 {2
BET B AN A, 1T VA KIAAL429 7E 4R SMRIA Py 3545 UE WA RE 1 B 40 B 3858 . 7E Yang 25 A
Ik 7e e, FREAEL KIAAL429 7£ GC A2 (BUEE M, el 2 B iR (stomach adenocarcinoma, STAD)
AT KIAAL1429 ik Fif[21].

3.6. FENERE

Wang 5 N34T 7 TCGA %l i o UCEC 38 5 AR ik . B k% H R A% 7 (single nucleotide va-
riants, SNVs)FlJE K £ iAE LA ULE GRS 2, K3l IGF2BP1. KIAA1429. IGF2BP3. YTDF3 Al
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IGF2BP2 5 UCEC & # EF4 Rk, HHEREESITERE, KIAAL1429 FERRIE SN IR
A 5[31].

3.7. R

N T 43 #t COAD H m6ARNA 5 K [ 73 AL, IR ZIGEIZRATIUE EWhr 7, Xu A
MG TCGA HHiE 253 HT T 418 151 COAD B35 Al 41 5% FE4H 2 1] m6A RNA H EAL 5 [H 7 (1) 22 73Rk
PEARBHEE . AT RS, SIEFFEAMLIL, COAD FAH 1 YTHDFL. METTL3 fl KIAA1429 &% |-
#, 1 YTHDF3. YTHDC2. METTL14 #! ALKBH5 &% Fif[28].

3.8. DREAR S HIRBRA. LR

5 i B LA SE MR ANE], 7 OC 5 PTC 44U+ KIAAL429 4 & 8L R 1[35] [36]. Fan 5 A&
I OC AL 1) KIAAL429 5 M, 178 1R H AH 2 & 4£[35] . Hou 55 AW 9T i/ 7E PTC 1, KIAA1429
N, JFETRIN PTC (1) OS BE4F[27] [36]. SATHEFEAAHLL, PTC HEAH ) WTAP. RBM15, YTHDC2 J¢
KIAA1429 251 R KFRE T . BRAARMZAE IRV, KIAAL429 XKTTESr 2 PTC AL T
JERZ, R KIAAL429 7] Ge/E AR HIH] K. i RBM15. KIAAL1429 il FTO ZH AR 1) = BE P8 11 5 R AiE
AFRLTI PTC & () Bk A A7 24 [36]

4. KIAA1429 £E% M4 BhiE Fr g9 48 < WL

ERT KIAAL429 [RFFErR R I, KIAAL429 DL meA K5y iEid DNA 45547 2 (DNA
binding inhibitor 2, 1D2). GATA 454 4 3 (GATA-binding protein-3, GATA3)Z5EE [ T4 Ay K] 1 52 Wi Joc 4
MIPIIEEE . (258, HBEMPEAT. BT meA {KIMEIREI, KIAAL429 IERELL mBA FEMKH &2 11T
FIFRE S, W1 CDK1. c-Jun B 545,

4.1. KIAA1429 PL m6A (K75 R ET T s =

7E KIAAL429 BARFIAB R T, 3 -UTR AL IEEEFHHIT K meA &1 51K, £ KIAAL429
AT LB A G 37-UTR A1 LS50 7T ) mRNA m6A HIZEAL & FE1EH[26]. Yue 25 NN KIAA1429
I A5 PR % O H IS 2 BRI E IR VI CPSF5 Ml CPSF6 A#H BAE R RIEIEH, XKW
mM6A FH LAV 2 IR IR AL 7E mRNA I AT mRNA A #2 - AH TR I [26]

4.1.1.1D2 $/5

TERFEZH LA, KIAAL429 il 311 ID2 mRNA ) meA &1 fE Sk iR iR 28, S87 1D2 Fik
HIREAR[30]. Jakz> 1D2 W4T I P R AR R (1) o, (R #5 [41] . 1D FE PR S AE 24 Pl i
R IR, ) 1D2 5 2 R ik A o [42] [43].

4.1.2. GATA3 #ig3

i3 25 G A B E I (RNA immunoprecipitation sequencing, RIP-seq) A1 FH3E4L RNA s HLyive 45
& el & (Methylated RNA immunoprecipitation sequencing, MeRIP-Seq), GATA3 ##fi & N AT e
KIAA1429 4+ S 1 m6A 51 /) B 8 F 7 #E £ [19] - KIAAL429 5 S GATA3 A #—# RNA
(pre-messageRNA, pre-mRNA)HI 3°UTR L m6A H3E(L, S3 RNA 4i&EA ANEHE R(Human
antigen R, HUR) 7> 2 1 GATA3 pre-mRNA HIBEME[19]. 91 NiEH 2, M GATA3 HE[R 1) fe LEF:
SKIM R M) INCRNAGATAS-AS, e  CAE FH o IfE, HT KIAA1429 5 GATAS pre-mRNA f¥4H
HAEHI[19].
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4.1.3. circ_KIAA1429 and Zebl

AR, PR RNA(circular RNA, circRNA)TE 2 Mo iE B 7t 51 172 kvE . Wang 55 A BT 7t
7~ circ_KIAAL1429 (13 fE R IA v ik HCC J4H M i % A2 28, 1M circ_KIAAL1429 (15 bk m # il ix Lo
H, H Zebl % A circ_KIAAL1429 1) i HAx[38]. AL T m6A HU#E YTHDF3 fJ LAfaE Zebl
MRNA FfIEKH e/, — Bk, circ_KIAA1429 T LUE T m6A-YTDF3-Zebl i 42 ¢ it AT 1t ,
MITERSE Zebl BIFRIE, X ATREAER T IAETR YT I — N4 s [38]

4.1.4. InNcRNA $B 53

mBA H FALHA A INCRNA H i 51 2 —[44]. KIAAL429 F [R] Rl b o] FEAR 5T 51 i HH 45
A <35 A7 1(Colon cancer associated transcription factor 1, CCATL) A4k i #H < #4535 A7 2 (Colon
cancer associated transcription factor 2, CCAT2) IncRNA [¥] m6A /K-FAIfaE . 55—t 5t R 0, ik
KIAA1429 J&4H i L mBA #ifift) 77 A CCATL Al CCAT2 IncRNA fffa &, MRS MYC K
3%, ARIEHT A R Rk g [45] . Barros—Silva 55 ATE R 71 i & I CCATL/2 Fll MY C J: R % 57K F- 2 [H]
171 B A I [46] . 383 mBA 1&1fifa E IncRNAs CCAT1/2 A idk i A A [|] ALl Sk i 4i g Hf MY C
FERFIEACT IR : 1) Pifkl IncRNAs B2 MYC mRNA IE 4% (82 158 7 [47]; 2) CCAT1/2 [d]
FPERF MYC L [RHE ) miRNASs let7A F1 miR-145 ) microRNA #i45[10] [48] [49].

7E IncRNA 1, LINCO00958 J&—Fize it H 23 50HE ) RNA, FE7E GC diffg b kB _Lid. 7E Yang
N FE T, 2B LINC00958 {2t GC 4t i i) AU MEIR fd Al i Bg A=K, #1278 LINC00958 FEUE1E A
1M H. LINC00958 £ GC 1228 (I FUE ThRE 2t KIAA1429 ()i ik K sh (1)[21]. ZEThEE L, LINC00958
T GC 4u M A EhERE R . 7ZEMLH] L, KIAAL1429 PH5) LINC00958 (1) m6A £if i LA LINC00958 [
FA[21]. WA R T KIAAL429-LINC00958 415 1) GC I it f& 1 15 L, FF GC ¥RyT T
P T LA

4.2. KIAA1429 L m6A FE Bt A AT T =

42.1. COK1 #1s5

LEFLIS AN N e, 20 U3 0 2 KIAALA29 B0 i Pk b e T S0 PRI [LL]. 76 20 ST 6 2R
M, CDKL Rk R 7EsiE oK #EAE A, IF HIEA M ZLIRA I h 5 KIAAL429 St R . S 1) S5
RIP-seq A1 RTQPCR iE5Z CDK1 & FLARSE o KIAAL429 [ 1 B80S, I H KIAA1429 @it meA FEK i
77 21T CDKL mRNA ({5 (23 FLARREE[11]. METTL3 B[Rl ibk vl it meA & 1fijk/> CDK1 mRNA,
M KIAAL1429 JE R A 20448 CDK1 mRNA 1 m6A BAfiFI/KT, FEH meA 1&ifiA 2T 41 i
KIAA1429 #1 CDK1 Z [8] iAH BAE FH[11].

422 c-Jun¥85

5 HAh JUMSSRE A B R AHEL, GC A I W TNF (5 &2 o3& [20]. @id RIP-seq
A mRNA-seq 45 A ISR, HFFREHIE T IBAER KIAAL429 JiIEFE N c-dun, @it 5t £ BT,
WESE T KIAAL429 BL m6A =M Ty s c-dun HISRIA[11] [20] [26]. BRIEER T c-dun ZEIGE A 1
(Activator protein 1, AP-1)ZKEMI A, CARIE 254 M BRI T DL R kA ke . WhiiR i,
KIAA1429 F- 2t B #: 5 c-Jun mRNA 1] 3-UTR £54, Ll RNA Z5 &35 P AE meA #agit i Jr =i
c-Jun HIFRIE, MTIERE B 40 Bt e [20]. I H AR RI4E & 4570 Hr(Gene set enrichment analysis, GSEA)#F 7t
SERELH], T =Rk AT KIAAL1429, IGF2BP1 Al ZC3H13, ‘EAITHHS 5 AE M WNT 5 518
FERH G
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5. RS RE

m6A E1EL 0 RNA sk BUERIBIE ST KAEEH, IS 58 MmiER R R R, Hrp
KIAA1429 j& m6A &1 B A2 B S L R o BT R KIAAL429 78 2 Rl R v R,
HERAAERAMG, WFAME. FHmAE S, e IR S8 A R IRAL S N e T HOIR AR
USRI . SN B T B P9 e S5t TP () KIAAL429 BT T30k 1 TCGA $dls 2, F Bk — B IR
9T KIAAL429 T8I A FHE S, ARSI w40 g i A2 28, fHGLL 1D2 94, LL CDK1 it
RN R B34 4% il CCATL/2 i 12 BRI IncRNA FaE 1 il i GATAS I8 12 [4/# GATAS pre-mRNA
PAJAE TNF 42 LA c-dun R . (H 5 HAh m6A FIELERAHLL, XT KIAAL1429 /i 3 115 5 18 B I 7L
FHXT L

ARk, BEE mBA HIELMBITI I AR A RE, T m6A FEAL J FAH SCEELE g v A F It 7t
BUAS S M 8 (L KIAAL429 15 FiiaaAe 1SS BE T 8 DL A oA v6 97 PRIV 7E 30 1) 14 1 AR A3 21 50
mMEA HIEAL &R —IE “XI)8” , FEEedL R B B AT e il RNA Rk, SECEMEMRE K E
R, TiA LR EE = m6A HEAL BRI, TTRE S SN &L . T R, ME “HREE”,
CHERRE R TR FEASIR MR R B LRI IR AN, AT SR I R R s B R, H i
JR AL SRR e bR R, X AR YR ITHR B T 51 BT mBA F AR B (¥ AH DG i AE iR A
RIBFRIAZEHLEL TFIRARR, HARKITT meA HIEIBHTIRE A = RRM, HA%E meA
AL EEAR /K P 2 IE KIAAL429 fEREAE o (1R IA N 1T g BN IR TT IS
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