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Abstract
MYB proto-oncogene like 2 (MYBL2) is a member of the MYB transcription factor family and is
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involved in the proliferation, differentiation and apoptosis of various cells. In recent years, MYBL2,
as a transcriptional regulator, has been found to play an important role in tumors, inflammatory
diseases and other diseases. On one hand, MYBL2 binds directly to promoter binding regions, and
the other binds by interacting with other proteins. With the deepening of research, the regulatory
role and molecular mechanism of MYBL2 in malignant tumors have been gradually revealed, but
the regulatory effect in different tumors is not the same. It is still necessary to further study the
regulatory mechanism of MYBL2 in various malignant tumors, and MYBL2 may become a therapeu-
tic target for malignant tumors in the future. In this paper, we reviewed the role and molecular
mechanism of MYBL2 in malignant tumors in recent years, providing new ideas for future research.
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1. MYBL2 & 4¢

MYBL2 (MYB proto-oncogene like 2, JHEZAH MR F K155 2 W) JE T MYB %35 1 55 Ak
o MYB #3375 =AW A : MYB (c-Myb). MYBLI (A-Myb)# MYBL2 (B-Myb), 7EZHff
JEHARERE . A5 K oA T TR FE AR [1]. &I A7 F 20q13 Yotttk b, 4afdE 8T MYB
SR FRMIAZ —, MYB 45R380& — Bt 51~52 MEIERIIAKEL, 68 — R4 5 O 7 I 2 R TR ik L )
Farrsl, MYB EHEZMEE: 1) £ N igH — /&R FERE - #I8E(HTH, helix-turnhelix) DNA &5
418 (DBD, DNA-binding domain), $5 =48 B EZ L5 H(L 50 MEER, HHPa&aER), 790
4 A RI. R2AIR3 [2]; 2) —AMRSFHT C K £ A1 45 K3 (NRD, negative regulatory domain); 3) LA
Je LT F B I35 o 1) S S0 45 M) 38(TAD, trans-activating domain). TAD 36— ANER M: X A1 — >
WAE MYB Al MYBL1 A7 7E 1 -G e & 8 bz e 2 7 4131 MYBL2 0] DLIE ik 40 o J8 1 5 RAEAE H
£ GO/G1 1, MYBL2 4| FRik, #EA G1/S HF M, MYBL2 £i& FiIf# Cyclin A/E-CDK2 &1k
B, eSS W G2/M IR R Ik [4]. MYBL2 78 & FhAS [F) 28 70 frbogg oAy ik, R JH0Rg 10 O
KEEIMIE, aiopEE . AAIARE . FUARE . S, ASCFELHA MYBL2 7E45-J8 R HI1E AL
fil, S LLE e PR H T 6 T B0 AR AT 1 77 1)

2. MYBL2 7EE M4 BB s s BR

FEAE R E AR ABE T R AR ARAE BT, ™ EH U BT B SR . Ak w7k W] MYBL2 f£
2 P R L 2 rh ZRIE A, T BEAE AR 1A A A R Je r S B B A ] o A B AE IR AR H T, MYBL2
FEH DR b Hh B 208 AR IR A i e . i 1R2%. SFMIPER], IR MYBL2 7RG R
HH AR A A S AE AL o

2.1. HIFIBREE

T 51 e (PCa) A2 53 Ve R A2 58 2R Gt B WL I RE 22—, E AR S - 53 1k Sk Jo g R BB T 3%
M5 2 ALAIES 5 47[5]. MYBL2 7E PCa 1 _Ei, 54 RIGARFFEA GRS K FEAH S, ok MYBL2 7E PCa
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ke T 2 5 R A B K 0% RSI[6]. MYBL2 & —FPEURIEH, PCa ZANREETRARAHC, P LMERIBTE
2T PCa (58 TG MbR S AIG ST IR O SERR[ 7] B HUEIER 78 R B MYBL2 it ikl id 5 S Rac
GTP FgBUEHE T 1 (RACGAPL)/ T 1) RhoA HUE KA Hippo 5 5% T I MM YAP W&, FFEMERER
Wit PCa AP T ADT M2t AN fe R A . R EHUTER MYBL2 BiH YAP/TAZ #5545 & A 255 5%
RhoA #ill I E R AMYTVRYT, 7T W 253 MRS Y PCa ZHHPIMAE KR E 38 45 KM,
MYBL2 i i /£ HF RACGAP1 ¥ Lif#, 7E CRPC @R RIFEREIMER, JHiE/R T PCa R YAP ¥
TEIIHIALHI8]. tbAh, MALATL 55 A 41 s 14 GE A0 o 40 AU 2 SCsE A, i@ id @ik MALATI
F2IH MYBL2 )8 FH AT mRNA 7K°F. 1 H MALATI @it b i MYBL2 K355 mTOR 38 8 i B ER 1k KT,
Mk PCa 4 R MALATIL B MYBL2 &5 35 #0i) FL 8 56 6% 77 . 0 BR Al 41 IR 4 i &R R i
MALAT1/MYBL2/mTOR 12 820 E AT T IR B A AN FLER 7K1 (9] FERT S e, MYBL2 f{ese/E ]
B miR-30a 8, P9 3R] A A A B R YT HE 2 . 30RV22 A miR-1a f 1 1 el 28 4 i & 3 4 )
FENMFIEA AR A SIHE, 1 LNCaP Zii miR-30a [ N5 AR NS . MYBL2 N
M 240 ) 392 ) 6 TR R IR F AR A S (%L, 3] 22R VT 4HB I AE K [10]. MYBL2 7E R 41 i o ik
Fhir, s 2 AL R AT S0 R R, A A BRI ST MYBL2 RIA AT xS T 0 21 i iR
IR DN

2.2. FLERE

A BR A SBE F R R B LI FLIRE (BC),  70%~80% i 5 HT ISzt Ab 36 % 1) £ TR A, U1 L R
PRI AR B RIS N R TEIE [ 11]. BC H MYBL2 () R AT Lodst 2 Rl & 4L, 455 RNA
PWTARE . 20q13 ZEF GG X (1916 LA MYBL2 2 KA & Sl G R ) iz R 2 5. MYBL2
mRIAE BC #R. WEMNEEREAMERK S AL, IEH MYBL2 ZhEEr LRSS 80E R
1REMERIBIRTRAL T 9 JJRIEHE[12]. MYBL2 A DAYEFLARE 4 )32 /778, MYBL2 i RiE Ll T
ABRACL HI# &, FH ABRACL [0 e BT 7L 40 M R B P AR M) 22 AT A0 EMT 1 F2,
MYBL2 Hill J5E 35k PR 10 2 5 2 30 2L et 120 N\ 40 RS0 S AN MUJIH . 4B ssisE . T f8 A28, MYBL2
L5405t i) STRAP #H HAEH I STRAP /31 TGF-4 5 5165, MM EMT i #2[13]. X T
Forh =B AL (TNBC) & B LR B M i LR AL, & —Fh HER-2. ER F1 PR BHHERIMR, S5 3HAh
BC WA EEFHLL, TNBC BE MR KB EEESG(14]. G075 MYBL2 531 PITPNA-AS1 i
SIK2 %%k, #itd miR-520d-5p A1 DDX54 K% TNBC 40t FE[15].

2.3. FfifE

it 2 4t 5 25 3 ] 5 B0 A DG SR T ) e E LR HI[16]. O WFFTIESE MYBL2 (1 57 9 ik 4 24
B it ) A AT N T IR, MYBL2 13 3R IA 55 1l e B i A AR KA K[ 17]. MYBL2 @il 5
FOXM1 — & FH f) il Hi e 200w i 08 R R 1) J 31 &5 4 SR T 4 ML 191 G2/M i FR (A B /795 . DNA
S DNA B2 . MIHBEMAZ L LANKE), R FOXMI #Iil77] FDI-6 (X k45 K A 71 6)i8
TN MYBL2 A1 FOXMI 375 1 572 1 40 A 6 1 R0 40 it 3 3 35 AT sk ) o P o 4 M B84 [ 18 38 00 1
HUHI 04T, LOXLI1-AS1 # % 2 N4l Jii RNA, MYBL2 # miR-423-5p ¥ [a) 3F 5186, Thigal & sehk
By, MYBL2 miftk 7] LAHEIH miR-423-5p 151 LOXL1-AST i Al i Jee 41 it ot Jeg (g d i . o AR 1)
J&, KILMYBL2 5 LOXLI-AS1 E3IFHHEAEM, #B] LOXL1-AS1/miR-423-5p/MYBL2 7 ifi s - 47
FEIE SRl % o IR e BB 7R T LOXL1-AST Al LOXL1-AS1/miR-423-5p/MYBL2 5 5t 7] #% £ il B e o 1
FEAE R, BB TR R M R B A R0A T SRS 191 A3 UIE4 I BA Ji e SR B0 245 A S IR A R e 1k
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Fid ZRIA DNA #5145 OBt IR BIR M BEUT, MYBL2 ik T # 2 B AR 17 AN RN TE R A 17 31 P
SR J1hR E[20]

24. FTEAER

T B WS EC) 2R =GR 2 —, HAm S EMEmREIRE . JERE. BRI S5 A K
(2100 ZrHTieddE 5 R 40 P 1 (TCGA) FI 3 R Rk 255 (GEO) 4 € 2 R RIAFE K, MYBL2 &3 Fid, EC
HAT A B 0P DB A (CNA), #5 DL 48 5 25 4 il MYBL2 mRNA FRik, S8 EC FG A K A™ & 155
A, 4 MYBL2 JLERE 2 E 0] EC 400 R 365 675 S 40 M ToF0 G1 4 i 8 s i [22]. A
K, 7E ATAD2 mRIEFEARF PRERFRIALR, R T UL F (B-MYB. CDC. E2Fs) i
DR 1 1908, Jk s R DRI 4 542 2 M o FHOBI B ) A 07 IR 707 0% o 1=y ATADR (1 JRUR PE PR R I H B-MYB
OR300 200 ) SR 0 A s AR AR Ak, AT RO TE BRI GSEA 0T E 15 B-MYB RHIEAR G 1L [
£, DU B AR FIME IR YT R & s ATAD2 [ 838231,

2.5. BREE

YP U AR R G LIRS R E 2 —, (R RESE T B TP HEA SR AL, st m T A
B FR G0 ) FAt e 2R 2, 0P 5198 S — 212 WK 2 O8I IDHEIVIR), S0 5 RN 30% [24].
I PN RNA I B, 765 F R4 i MYBL2 25 01 8400 10 & A8 Kk B [25].  9R S P ) G0 2%
) A4 P R R 53 1 3 e 3k Je ALK S VR T (R 241, MYBL2 SRR IR R A TG A R, H H 5008
e v F Jr R A 6 L 2 L (TAM) I 8 P AH 56 . MYBL2 #3305 1) CC 37 #1b K FRAA 2 (CCL2), Ak
ST TAMs SEEEAT M2 FERRAL . [FIREZE S F (R RE R B S /N BRE Y, ff e MY BL2 ik g 51 184
iR 92 G 2 1T U ) SRR 00 B . 00 LR B R R B 2 (CDK2)J& —Fp Uit ety , T iR ik
MYBL2 J4g it H L5t ThAg, CDK2 () B 175 CVT-313 5 H1 2w D Biosd oA 53 91 B4R 1 T PD-1 fiif 251
[26]. BEFLRE, Gt B ATAD2 7E M o b I 7 S0 s 7 FIIG FE R 5, A2 OF 519 (OC) 2 i 14 i
AR EYIRIRBNN 2, ATAD2 Bon B M) G2/M BEFEFHIE, BRI 22 7 R FEMIER, ATAD2 It
PR RRBER MYBL2 & AR E Y, MYBL2 Al ATAD2 fE4L4URI g /K BB EILERERE T
OC EHHAFE MYBL2-ATAD2 {5516 %[27]. #a%: MYBL2 (Wi RiE 5MMIEHEA ¢, SRE s
AREIFREY), EHEAREY, B-Myb 5 MuvB & O0E G EAERH, A MMB (Myb-MuvB) & &-1%,
HAREAT 22y 24P 75 BRI #4555, B B-Myb [193d 1A 28 NS4 ) DREAM E &4, H HixFh
TS TEEL R B-Myb A1 52 B 1) MuvB 45 & 45 /418281 MYBL2 #E [ Y] CDCAS (e 1 51 Sy ) 55 P 1E i A By
M JEAEUR, MYBL2 @i i#75 CDCAS 14 5m 5F L7041 i (112 22451, CDCAS JUERER& BRLiA B iR y7 Al
e O S B ) YR 9T 7 AR SE R MR FE [29]

2.6. BT

JFF 9 A2 15 DL PR S R 2, TR R M I 1) R 075 SR R BB T SR AE T A T P g v 40 3ol s 2
5 PLANES 2 F7[30]. HESCHRARGE, MYBL2 7E AN MoR sp A A OCPE, I BAE 40 E(HCC) o B
ik, Mybl2 FIEFHIEZEAE VTS, Mybl2 i@ = 40 A HH 2R VAN S0 S5 e 2 e A D% i) 22k R A e
%, 75 S8 HORS 1 40 A A sk A KR HE JE S siRNA A 510 MYBL2 mf {41 CDC2.CCNA2 Fll TOPA2
FKIE, PU Mybl2 siRNA 7£ E2f1 ¥ HCC 4 & B S P IE T/ . MYBL2 #4541
HepG2 il Huh7 U35 F1 G1-S A1 G2-M 40 A A hn[31]. A #FFIES MYBL2 ¥#i& IMPDHI %%
S, M MYBL2 #£2% 7 IMPDHI HJiA 340 7 HCC 4 M )36 5 . mifbk MYBL2 J5 IR 2 5 70 B
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T, CAENER YA B R AT D), JEH R SRR L E R . MYBL2 J2 M & B BT T A1,
B SR ES IMPDHI {23 HCC #EfE, ngE/e HCC $EMIIEIT IVEBAE L H([32]. KEEIEHmTS RNA
LINCO1139 i#id 5 miR-2 FiEre gt 4i 4, L MYBL2 SRA2HEAT 40 i I3k, @ik LINCO1139 #]
T HCC 4N I b . e b BRI R, LINCO01139/miR-30/MYBL2 372 51 HCC 41 i 58 A1
HAL1 ceRNA MIZ%[33],

2.7. B

P DL IR o, 1B 9 (GC) A 8  JE T 3R 43 41 28 A AN S = A7 [34] % 5% K MYBL2 ¥ UBEC2
20 DNA 45047 02k B ik R AR 25 . A8 B2 fr i, &5 EiAA MYBL2 & UBE2C i
i R F. UBE2C B3 T IX 5 MYBL2 Z [ 456 08 RIEIE XU G ZEE AT ChIP IR UF. 7KL
KIL UBE2C [ 3IA W ik MYBL2 ik GC e IiffEidt DDP #udkit[35]. MYBL2 Al
CDC20 2 [a] () ¥r [/ 75 5 GC 40 M 3G GE - M A I8 T2, 1X 28 n] REI X Wnt/B-catenin {5 5@ .
MYBL2 0] HGC-27 20 a4 78 - i 40 B i 1, X 46 4F F % CDC20 it RIEWi# . MYBL2 5 CDC20
AHE AR IR R IE . MYBL2 BRS04 T Wnt/f-catenin 15 5B B EGE, 111 CDC20 it %5k Bon
FH R [36]. PFDN2 AT U (23 MYBL2 1A KA 2k 20 A A Sk R o ML -k, FAITHE B PFDN2
A LGB fEHE hnRNPD 64K Ll MYBL2 ik, Mimfest MYBL2 ¥ F. B2, BITKM
PFDN?2 ifiit hnRNPD-MYBL2 Fli{& i 40 i 5 AR, FFrTReAE N GC Mg £ AL An B AIIGE T 3E 2R [37]

3. B4

FETGAER H, MYBL2 A& — M40 5 AR 5 L R, 215 31 2% o 206 4 e g 400 A 1) 48 PR L 349, MY BL2
7E G2/M HE & (1 32 BEE F AR 458 B 2 . MY BLL2 o 3iF B 0T X 25 90 40 L 1 B i 400 o ) 303 e,
FURE . SiE . T4, Il . IR . 45 B Ao s, TR i DREAM E &4
RGN, B, BT psS3 RAFE HPV16 E7 fEERH I, M MYBL2 Rk 5 ik i
IE, FRI MYBL2 SR Z H MuvB il FOXM1 454, MYBL2 $RiAA] LU microRNA [ 26 1 7R84 5%
JE K E2&iH, microRNA & —28/NMAAESiiS RNA, 305 AR i R ISR, Horh— Sl iiE i 24
MYBL2 mRNA #i%.

JLRAE MYBL2 5 il % (9567, MYBL2 7EAE401H0E 1. Ui & a1k, 25 Mg an i
ARFEE AR MR 2 BT A, MYBL2 AR A BN AR, T U0 -5 iR 240 A 5 A O 4 DR ek
SRS, DAS A SR IR O S B S A AR ) AT 9 . MYBL2 FOUTBR S 3B B Ty a0 20 B Fry 3
Vh . 1RBAERS, 0T PR (SRR AR . MYBL2 A VEIS T W@ A SRR sy, BEAL BT 78 L4 R %
YA RIS 5 DNA ZHIE T, 0T MYBL2 2540008 W pLE] A 2, PR s i —
Fio BR T MYBL2 AHIKBVATTHE SUEAT RURAR AN LRI S04, 30 75 SEAHF 78 R SO0 S0 1R 2 W A2 )
FREAMBANREY, BiZWAnaT7 i e & 20— I ORI BOR gt . Ik, BEAE MR R R va T
MRS R e, FRAELATRAT—FBT B RS, RS DU S B AT, AR AR MR I S s o
g BENTE M. ik, MKEE MYBL2 [IZhReE A B 52 = 00 5498 1 1k R 12 Wi A TS
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