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Abstract

MYBL2 is a vital member of the MYB transcription factor family and plays a critical role in regu-
lating cell cycle progression, survival and differentiation. Extensive research has revealed that
MYBL2 is frequently overexpressed in various malignancies and its protein expression level is a
reliable indicator of poor clinical prognosis. MYBL2 is an important regulator that controls gene
expression and is involved in various biological processes such as apoptosis, senescence, tumori-
genesis, and development. The components of MYBL2 and its downstream transcriptional net-
work could offer potential therapeutic targets for specific anticancer therapies and predictive
biomarkers in the future. Recent studies have demonstrated that the MYBL2 gene is often overex-
pressed in malignant tumors of the female reproductive system. Additionally, MYBL2 is closely
associated with chemotherapy resistance, immunotherapy and clinical prognosis of gynecologic
tumors. This comprehensive article reviews the research progress of MYBL2 in the field of gyne-
cologic oncology and presents new ideas and directions for cancer treatment.

Keywords

MYBL2, Malignancy, Prognosis, Biomarkers

Copyright © 2024 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 53|

WA R GUEME R T DURAE T e N AMETE R BT, & A B2 PO IR 2 —,
Fo B . 7B A O B N I ) A N SL R BN WL = R R, 2 sk At T )
HEEF, ARYE R PAHSUEE SR TR EHE. T A &R S 2020 AR AR A ERE FL A 4G
BT %9 342,000 5. 97,000 5 % 207,000 B BIET, 2005 LHEREAEIE TS AL 7.3%. 1.8% K% 4.2%, ™
HIRWE R E AR . TRAURIL MYBL2 R H R MR A e e Rk, R ETEME R AR R R
T rp 7 VA B T A €8 A SCE BN MYBL2 H T A A MYBL2 5 2ot A2 5 2R G0 3% g i SR B AT 473

2. MYBL2 B9 9t

MYBL2 5:[F Xk B-Myb, 57 TGtk 2093.1, 25 FEF MYB FEH I — 51, X i1 #2140
MR SCEE . MYBL2 RIA/KF- 5400 A MR . AT, 22 5 A SR B AR B DA G
WAL, MYBL2 3@t A HL 2 540 R % — VR NS A 1, VA 40 it ) 300 Pl 75 2 3
RIS, (R BEH U] E N S JHAN M s 2 55 H At 2 i ) 3993 4% 57 40 p107. cyclinAl. cyclinD1
SBR[, fEREA AT, o R R E 1 B AR N B ORI A T, ]
LE I BRI A - R A L ARVE R . MYBL2 76 A 40 b 25 b B AN R RO AR T - 76K 2 30
TR AN SR, MYBL2 2RI UANI A To1F A, 1 AnAE A 4R T MY BL2 2R 5 4 1 5 AN i i
R R IEAR DG, SANME T AR DR [2] . FRER MYBL2 W] 5 S 4 AR T, R 0 s 2 1 A
TR AR ZE[3]. A SCHRIRIE, MYBL2 7] LU 454 VDAC2 J&8 3l X S %5 B8 (1 % s v, AT
it G BE 20 A 15 W, (230 20 B AR A7 [4] o 1 7E A 22 R 5 40 52 2098 T, MY BL2 ] R FE R JE T /B [5] -
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R MYBL2 ] LGRS IREES 4T I8 4 H o 28 B4 20 20 i R R Jo o 22 0 4 B S T AP 48 AR K DR (NGF) iR
B DNA 451473 5|2 48 Ha 3 T2 [6] - MY BL2 75 4H i 3 32 J7 T 1k 3 = B4 L 75 N IR IIG I R 21 4 40 i
£ e 3 R AR SR T 1) p16INK4a ] DM BEA I EEE, T MYBL2 /2 p16INK4a [ B H % s i
BF[7]. 1E4IME I FE R MYBL2 (3RIA/KF R EREAK, Frbl MYBL2 ik 6k n] BEtL7EAN i 52 2 1
FErb RAEAE . IT4EK, MYBL2 7E b 17 8] i 4% 1k (epithelial-to-mesenchymal transition, EMT)H ()4 i th15
DAIESE . b Rz 18] B e A 2 b He A o 2k, LA 1) o 7 WA 8] 78 S AR AIE 1) — N A2 8] 7EZ4H A EMT
R, b R A M A4 S SR (B0 E-cadherin, ZO-1, occludin £5) F A KRS BEAK, R 1) 75 5 4
Ji 1 5 A DR (U N-cadherin,  vimentin, fibronectin £5) ik /K ¥ 2Tt . BN MR, FiF
MYBL2 ff&iEn LK E E R Aric# E-Cadherin (IZRIE, {ERE40 A R FhF IR, JF HAMH 40228,
il AR AR A KR R T2 B o 17 2R IA MY BL2 AT BAJk /> E-Cadherin (1933 , 38 n () S bR ic 4 (1 R 1£[9]
EMT J2& - 57 200 H SR (0 0 PR o A PSR AR 28 L IE RS R BT 12 6 )0 1) E B2 AR ) 2 AR

3. MYBL2 5E M hiE

MYBL2 7EAH L BIERE 20 B A ANt oA b i R B, MY BL2 2 vl g BA Bom A H[10].
BAT DU (R A S A, R R AR TN 2555, LR E (R AR . MYBL2 £ 2 Fh iR B
(B K FARAE BB ZE . JERT 7T MK MYBL2 5538 1 5 56 870 i Ly v R %, T AE
Z PSR R R I Rk, S B E A RS HOS[11] [12]. MO SCHkIRIE, MYBL2 7E i
e B, RSN FLIRIE . 3 I G A e S S A R 8 R IR R AA . B [1315 N RN
MY BL2 7E 5 41 Jiea i 3 vl I S PRAS R 15 A5G . 4] MYBL2 (#5221 T LA 117 570 Ji s 200 17 18
B A5 22 RE ST FIFN TR /N B T IR R A K o MY BL2 784 410 5 M Rl e i 35 300 2 R84 o S 24 W ek
1 270 e O B, I ELSAR X /K T 5 ER A X e S8 3 R 1) T B0 B8 10 5 1 1 B 7 P 1 AR 425 SR 4 o
[14]. TERSHESE BT MYBL2 Fid A 5B #H GFRRE. IGIR 1. R A O5[15], FHE5BE S
B (R PR T S B R A S M AR AR R A DG . MY BL2 ] 5 31 T i 0 35 D 4 23 24 B A 5 B 1 3
(CDCAR) )3 8l T4 & I S NG, AT LAS R 55 40 B 5 1) 4 5% [ FOXML AHEAER, L[y
CDCA3 )%, MR R Dt 40 B i e B9 58 5 3 % . thsh, MYBL2/FOXM1 Hil CDCA3 1] feid i 1
HiA0HI P 7 DKKL 0% WntB-3E3 8 FE 5% T, AT 55 1D Jie 40 4 GE A #4 #2 [16] . MY BL2 7E M4
R AR EE AT SRS S BEANRTUG REMC, R A R E MYBL2 {2
T REFR T M AR R, P U B TR iR T R A SR R A [17] . RIS B A
HGC-27 H11#] MYBL2 2 [F &I MYBL2 i) 1 40 B3 5 -2 2k 1 4n By 12, 1 40 i 2> 24 # 20 (CDC20)
TEZH A B e ke G EEAE ], CDC20 J:pE g Rk vl i MYBL2 &R HGC-27 41 a3 5 1)
HEFEA . RS H MYBL2 5 CDC20 WrAIfEF S B an Mo iE, i) B i@ ro18]. Afrf
AR A K AIG S, SR, IUE B B A B (IMPDH) 2 = A AZ B AZ R A 1 1Y)
FAEN . E AL S ES RS RIS 5, B-IREES AT (IMP) LN 5- 35 ME IS % H (XMP), [H]
I3 J5 NAD+. XMP il it & 5'-— iR (GMP) &gt — 45y GMP, ki J LA EEXT GMP fI1E
774 DNA (dGTP)F1 RNA (GTP) ) — 254 B 55 [19]. 7EFF4H AR T, MYBL2 0% IMPDHL (46 3%, B
PL MYBL2 R BRAEIR IMPDHL (1425 4901 FF-24H e g 40 L ) B4 8 o DT 52 1 Jie g ik F2 [20] . RN )L 2
JHBEAR R MYBL2 #2411 Smad/SNAIL JEEE 75T EMT FHA2 3k - BEAH M 98 & AL 1 #%5[21] . MYBL2
WA N A2 LR o 7 B AR BE AR ST ORI A I E AR, R R e S 0] R T BLUR 28 1
P9 ) AR (R AR VR YT e [22] . MY BL2 J: K] (1) [R] X 4 %A% (rs2070235, S427G) e 14 in N & = Bk
FUMIE AR o FENRFUIR BRI KA, MRl B 2R R MYBL2 B S427G 28 F AU MYBL2 Refig
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INZREXT P4~ DNA $h4h 7 Na S0 RIS 82, RFTIAE) Uk, e =B TEFLIE IR R 2
IR AR [23] . FH AT WK & SR EE 2 MYBL2 [3R08 SR i3 . 8. UG B SAR G,

4. MYBL2 544 E R % T4 g
4.1. MYBL2 5EEFiE

SR A TR IR R LIRS R LR A T Y o P AR N 2 200 B B R T B 1 Rk KT P R
fe e N L2k 98995 B (human papillomavirus, HPV) R aE B Gyt R B IR ER, i FAR b7
BB 300 1 9R R AT Ik 80%~95%, (HEHAE I IE AWk R, M3 WS R ZE[24] . DL Bl 2R 40 i 2
farill (thinprep cytologic test, TCT)5 HPV DNA A2 3 B B R 1) 75 25008 576 A2 1 i F I 25 5 e it
FRI, MYBL2 EIEH B8R HAH AR RIE, (BRI AR = 20 b 5 PV IRTAE 93 A8 (CIN) R s 3R b 7
PN IR R 95 A2 (cervical glandular intraepi thelial neoplasia, CGIN)) it %1k, 78 & #4141 b & ik B [ 25]
BE— ARSI SBVE A MYBL2 mRNA [ 5 202 & R R I B 2 8 200093 740 7% B R B (19 184 i v 484
i, fE HPV16 5% 18 PHER = #i 4 b HKIA R =i[26], K MYBL2 M Re S 5 E IR IR AR E .
HMFFEAKIL MYBL2 & B 3 1 22 7 R IAFE B 1) B3R R, mi B el HPV (E6 il E7) AL
TA MR T KR E2F Fl MYBL2 Z /A7 AR A H G R [27]. E6. E7 £ )5 p53. pRB.
pl07 454 Ja vl TR AN IE 5 ThBE, M 7E 32 40 i BRAUERER 2 1Y) DNA Bl oy, 2 S8
MfEAr . IEH SR, B 5ET E2F P97 MYBL2. p16INK4a. cdc6. cyclinA fil cyclinE &£ fh %
520 i A AR (0 B L A 9 FR0A ;1 pRB. pl07 R E2F 45 & FH4Mi HahBE, M40 s, 410
Y fE A HPV J5, HPV E7 ATLL4E & pRb (— R8I & (1) f1 pl07 (—F pRb MICE A1), SEH
SEIEPE E2F FOREI . T E2F S — PR A S IR 1, 44 b ok O\ 0 R R 40 A 30 v i A O
() JURPIE R, HAra4E MYBL2, Mifi 51 5 #ikE . HPV16 E7 #88 H Ae i H4%5 45 MYBL2 HI#E 5% 05
[9]. RBE, IE® MYBL2 FiAMLATAEA BT HPV E7 EUEH /1. Hui-Zhu Qiu [28]% \iEid (55
FTRIL MYBL2 AMYAE & 30 414 P (R IA K 5 1E % A LA B 2 5, 05 5 308 1 a4 A7 1
BFEMI. HILTT UL MYBL2 J& 5 3 — R e (K A 77 B0 RS T AE VbR 4 [29], mI1E N B S T
995 A8 R E IO 8 AR R S

42. MYBL2 EFERERE

MYBL2 £ 5 P e B SRR B0/, O 8 8 55 N [30] [311% 5 P e 4 ik PRI 20 22 S MR ik 43
Hr, KIL MYBL2 7EF 5 P i 2208, (A B DR 98 DU e e A B AR A, B 3 I DU 2 3
MYBL2 mRNA R IE, FE07 5 A S IR TG 22, ERERRAY ™ 5 . 25 1Bk MYBL2 ) & 25 40|
T 5 Y R 20 A AR R G 5 S R T AN G A R BEL . 2R B MY BL2 5 P B P 4t e S S AN
THRRZE VI, MYBL2 R RS A 40 M8 1, (b Mg 5e, HCHUIR T, 75 5 P9 s 40 i 1 14
WG, 7R R AR R JE R B0 1R F o AH S FU R WIS 2R 52 /R (ER)B th 218 i MYBL2 5[
R 25 e AR AR . RS T ERS M MYBL2 £iAZ I ELIEEL R, MR ERS )
KIEWFETENBEEMR S MYBL2 mRNA Ffl&E F/KCPFREE TR, BHE 5 N RE A R+ ERB
AR AR AT BRI LR MYBL2 555K [32]. AW FE R, S0 SR SR IR 5 1 5 P9 s v 1)
o MR AR 5%, 3k — 25 U B S0 BT BE I A S SR AR AE T W R B TR R AR, BT E
P LT R L) AR IS IBR 9 28 S 3 TR R IR R [RDREIE S MY BL2 57 5 P S IR I PR T35 5 55 [33] 2417
DABFFRI MYBL2 AT LAE Ry —FoH (7 5 P B 16 97 (55 1 TS b BRI AR SR VR YT A BE 5, {3
FUAR R B A I Ok AR R ) BRI FEN LD 75 50 2K KR i B M A 7
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4.3. MYBL2 5P

BT U0 AU T R B, R O S Bk = R R EIR, RS LA, 2R E RN T
AT, MR O e R TR R AL, RN EEA S E TR R + SEEL
I I H AT T 245 R0 Jie e 52, DR b I B AR AR 28] 1kt 1 vy W SO0 19 5398 £ 5 A A7 3 0 ZU AR R 11 ] R
VET 3C[34)558 NI i AR 15 B A 12 AR B i 78 & UCUE B T MY BL2 5 51 SR I 24 1 A7 76 1R QBB , A
JE R0 P B R U8 T BN B2 A ) 1 4 B B B R G (AR AR, X R I AN bR . TEXE BN
Mir, MYBL2 5 MuvB #% 0B &35 LIN9. LIN37. LIN52. RBBP4 A1 LINSAMHEAER, KK MMB
(Myb-MuvB)E &4, FHEdtf 22 R FRER P 5, 83, MuvB #0545 Rb #5 H p130 il E2F4-DP1
FHEAEH, JER DREAM &4, /5 GO/GL Hi4H i & iR K ) 4 #], LIN5S2 & DREAM Fl MMB
SEVHBN AT, 1M MYBL2 8 — M 2 LINS2 1 S28 BERR AL AL s IHLEIE T MuvB #%.0 1
B LINS2 B8 ARIA K, Bt MYBL2 (i RIATIR 7 NK4 b 1) DREAM E&W. 8 = o Kk
PEH H98 (HGSOC)H i MYBL2 FIAANGELL MMB T BURIEE 5 47 22 53 4 It it 56 DR 26 38 SR At B 40 i JE
M, 1 H S8 E 4% DREAM (DP. RB k. E2F Al MuvB) B R, 1fif DREAM J2& 28 fifd J& 3144 i itk
FEDR SRR I E T, BRI A MYBL2 3815 5 HGSOC ' DREAM/MMB A3 (1) 41 ffd i A 2 Rl 2%
IEFRF R RIAE DG, FE ELRTReVE sz T 40 i J& A A i 195 R 1-[35] [36]. 1 He R A& 1l ATAD2
5 A g hT T SO RE AT BEL # . 1E 9 MYBL2 B R UFHE &, ATAD2 ok 524513 MYBL2 33
(ZHBIGTE . [FIRE, ATAD2 JTERS RHE MYBL2 EEAFEE . MYBL2 il ATAD2 78 ¥4k 4] 41H1 54
KT (0 SB35 SRR R T O S HE R MYBL2-ATAD2 15 S5 SRR . 11 HiX—15 S 1& SAE A
it 24 S S5 AZ BT 245 1) 910 SES980 0 H ol 0Ty, (56 L oM A PR SR A5 A I T i 2 1k i OB A I 83 97 $E S5 [37]. 4
5y 2 A A G 1 8 (CDCA8)Z 5 2 FlvsiiE ik Az, HLYE U Bl b (1) s Rk e ik T e 40 Ma 7 R /1 Rl 4
WIFHE%E . MYBL2 5 CDCAS8 I3RiIA/KF 2 IEASC, il itk CDCA8 [1)#; s34 it O 59 4 i (1) 4= 224
M, TEMEE T CDCAB8 51 S Hh 7 i DR AR FH,  [RDRE 5 el 5 1) S5 40 R 1 2B K AN 28 24 12k
MYBL2 jdid s iEE CDCAS S 5k B 55 9 241 i 0 i e A1 Bz iry JE AU« B MYBL2 m] 38
B0 5957 40 e B 7 R RO U PR UK [38] o [RIFR£2 R ER (1 A (CENPA)ZE [R50 it 55 59 5 (1) 14 5
MR EZ YA, HFFE R MYBL2 BEi:454 CENPA (FEEF X, ¥ CENPA HEFEMEE. MYBL2
() S5 e R0 B B R SR B kiR 1 A (CENPA) R I (23 U1 SR A A f 1 4 . MYBL2 %
HrsibR o, CENPA [ERIA LB R IRAE, Kk, $Em MYBL2-CENPA Hil mJ 68 U1 S50 (1076 7 SR (L 3T g
1E[39]0 T3 AME N H BN S5 o F G 2 U0 ) 1 e R oA S5 A1 e g o Jge RN S 8 YR 9T IR L . SRR 2
A A B, bR R O B4 B (TAM) . =5 T 40 B (TCFs) AN IR 4 10 1) 48 g (MDSC) ] 12 33 5% 44 o
SR . T MBLY2 1N — R K7, @it 5 R C-C B P iafb b FRLik 2 (CCL2) 1) h 45 Aok
R EMRIE . @i CCL2 M — D e it ENRANMISE R M2 FER AL o AT 4 22 G 92 100 1) 24 B SR8 1
BT, MH TAM (150 R0 A 2 28 0y iE i3 Jie AN PR & SR A0 B 2 i S ol P (R DRI O B PN /1
BUBLAL, FTLARfE MYBL2 i iR St R i 12 i) G e bl E W 00 o 8 R0 4 il 390 2 i
M 2 (Cyclin-dependent kinase 2, CDK2) & —F AN B R b MYBL2 FE{E it H AL R IhRe it L. F
# 1A CDK2 ff) CTV313 Ab 3 51 S8 40 i )5 &% I CVT 313 58 51 [ MYBL2 A1 CCL2 i, iyt v] %1 CVT-313
G AL IR R B3 I E BRI HT PD-1 Bk o 32 U BELWT MY BL2-CCL2 %l ml fit A2 2 1 fib Ji 3 Jig AN 145 B¢ PD-1
TBIT BURME A A5 B 1R T SREE [40]

5. INEERE
MYBL2 7540 o & BAERE . AHMOA7 05 S A 5 TR FE R E . MYBL2 454 85 [ M #E L R mT LU ik
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fesk R MG 5 . VTR, FeR Y ECE T e SRR, B, PR, T E NIRRT IEE
MYBL2 i Rk MG, K MYBL2 2 5% F L HEAHE RGUEMMRE M KA. MYBL2 7EA RSB R
KA R AR FH RSB [R], e ik 42 i 40 i B SR A2, ek s gr a3 5 . B MYBL2 fid I 39 0
T OPE g AN RS2 AT BT 25 1k, R B MY BL2 SEEAT 25 B ET BE e T O S g 40 T 24
FRpt T IFERRTTHE AL MYBL2 5ERRE M MR B IGR TG A B35 X &R, BRI RERbRE M —
FRIELERT 5RA 77 KRS T AR ods 4

ZE PR, R T MYBL2 78 = RIEREE M MR K A2 R R o AR F R DL 2 o0 22, L nT R
VE AR IR TT B SGEREE sz —, AR IR T H B i LB AN T 1w

SE
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