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Abstract

The YY1 protein is a multifunctional DNA-binding protein with a zinc-finger structure, the present
study found that it’s closely related to the occurrence and development of hematological malig-
nancies. YY1 protein binds to the target genes or protein factors of tumor cells, and plays a dual
role of activation or inhibition in a series of biological processes, such as tumor proliferation,
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transcriptional regulation, metabolic reprogramming, and drug resistance. In recent years, he-
matological malignancies have become one of the most common malignancies, so this paper
summarizes the biological function of YY1 protein in hematological malignancies, expounds the
correlation of YY1 protein in hematological malignancies, and summarizes the research progress
of YY1 protein in hematological malignancies.
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1. Ay

YY1 B—FEA R fadhi HRe e s RN RIAN Z e A, EiRF 24 Shi S5[1]81 Park 55[2]
KB, JB&TZHEAE &K (polycomb protein group, PcG)K—# %y, WI7E LA LR Bz Fik.
YY1 ARG FAEAR, TR A YYL EEH. BRI, FONH R TE i s iifs KRR R IAH 5
F6 H (2 R R R 7R AR F R HE O B I AR, SR TR “BR AR, “FR”
REWE,  “BA” AR . R AR N FE T Yin Yang 1. AR$E A B E S@0E 0 2015 F5040E 7%
BHR A, R P8 T 2R A R M R R HE 4 JE w02 [3], B R AT S Re . BRI, YY1
EAEMBE IR P2t e n.. WERE. 2 REFHES)EmREER 4], HS55WHE%VIHH
K, BIASCR 5T JUERE NS AE R YY1 A S MR 2 ROt 2, #2408 YY1 A
5 M A GO &R, U YY1 B R R 4 i (0 39 58 A s A S gm AR S5 7 T, DU A I
TR R TT SR HE YT 77 58, O LB R TS PF-Aik S i R A

2. YY1 EARNSEH

SRR, TUNMSL SN E OB YY1 %8N DNA 4588, FE0E 2 iR e
TREFH(AAV) P55 501 R HAth I DR PR e S 0 DXL A X521 (5] [6] [7] [8] [91. FEANZEH, YY1 T
Jetifk 14p32.2, Hifith 414 DNEIEBRIRIE, HXT /T8 65 KDo YY1 B GRS, ="M 4,
I3 IR SRR A5 R A X s R A A e b, SR Im(N i) R A SO 25 AL I (43~53
P IR IRAL), AN . 8 11 MR RS, ELE 11 NMHER JOER FRWE 2 R E &
HZERMXIR[10]; HEGEHXERERSHMthEALGMEEM], PluE S HARAHAR, B
170~200 {7 & FERIEHE, FTLLE P300. PCAF KA LAk Wi AH ELAE FH[12]. FRIEEIHG(C 3i) M s A0 25
Fsg, A% ENAS SHE 298~397 A FEBRTRFE A 256~341 AT LMk AL, FEEEFZIMHIMEH, DNA 454
SERIIAL T 295~414 AL E LR IR L, EE 575 DNA &5 6, IXFESUIE K T B 2 B & BR (Cys2) FIH & R (His2)
BRIEA R C2H2 RUBFR 45 M 1]

3. YY1 ERKFEFIFEG

ML SCER AL, YY1 PR ML N ZRE, S 5RZMEYFERE, RYE B A
[, RIFWOEBFIHEIEA[]. BRI, HEE YY1 EATH 2 PSS sz gy . B

ik
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FRGE YYD IR YY1 EARE4S 4 DNA BahX, #lin YY1 8t 5 DNA 45 &0 S 44,
PGS INT Kruppel FERT 4 (Kruppel-like factor 4, KLF4), {8 iE7#65¢[13], YY1 Sl 585K 1
REX1 354 Xist 357 DNA Z5 4074, TGS Xist #3¢[14]. A4, ANFKBEREE 16 BUHPVI6)H
BT p97 FA1E YY1 ML AT Spl ) DNA 4554005, HEEGAMEA, YY1 @S Spl 5e4+454 p97
JAB)T ) DNA G5a 00, 40 p97 Fesgifth[15]. 58 =M YY1 SZRMEAMEEN: i YYl
AT LSRR ZIRAR G, @GR AR SR S A AR, (23 AR XTHT51 R
5 DU R (PSA)E K SRR [ 16]. 54k, YY1 i) p300 F1 p53 EAMLEA, BEIK P53 1
BARFG TG, 0] pS3 /v 10 p21 FE S 1EH[17].

YY1 7EHE R s 45 v R FEOE BCE R VR - R RN, e [F]— MR BRI PEAER], 1]
WIRRAH ISR PS A 37 e 3 il X P I — N7 91 O IE B AT DA 3R 8 E1A R RS . 76
E1A SRERITEILR, YY1 EAMEREEES . X EIA fFAEREA T, YY1 BAESEE, ks,
FE B E1A AAEBREERTEGL T, YY1 20 0ER PS Ja 31 s BN s K7 [18]

4. YY1 EESHEMpEIEE 1L

RN ERGREZM, c-myb EEFEH P2 —, il S5HNEIEFE A EAEH . Sk T m
SHARAIIGTE . A AG[19]0 T H. c-myb JE BRI & ILAE 25 Fo o Fifag 240 B OO0 =22 VR 2R Gl v i 208 HLa&
ik R, R SO R e 4T i 34k i 7 19201

IEHAYRNA % A B, T E N T AERE AR ARSI R B ORE B MR, A
AR e 3 PR 1) — A L [ AR i 2 T R s o o TR 4 110 I S 498 5 A 3 o g 2 PR WTG  J d AE K Aol
BRI 7 43 22N Wi 1l 53 8 18 B 55 5 SR SE TR [21 )0 YY1 R ok 2 3t w30 I P8 5 37 1 SR s B 1 % o
(R FE DR e P I A A A G B8 [ 22] [23]0 YY1 30T c-myc S MR 801, FEhn HAe s 2 44 i o 3%
PE[24]. AL, YY1 SEBEWEEE B (AKTMHEAER, (R BRI AN, X—F 2B HENER
HLEE AR A 2 (mTORC2) LA R WLEE 3- B kST 1 7 sUB0E AKT, HEHEBUREE 5 1% F[25].

5. YY1 EBSHEMRAHERE

Jiev e 20 B FH — R g R AR 7 =, BV ARG NG AR R A T = KT IR A DO A, R4 R4 AL
W JRFRAS[26]. Warburg 556 & IR 40 D Ly 15 R 40 BT 55 (1 R8T 25 B8 22, I bl 1E o (1 4 R
FRIT, XMAEY) AT NWAE Warburg ZUSE[27], iR 20 B 1 5 20 B i 75 L 00 °E R AR H CAR AT
FOFmAEACHS, B YY1 B e MR A G AR AR A BT e 4 e R AR A A I S

BN B S5 KT (135 P S (ROS) A T8 #4572, {H 151 ROS 7K ST Jiyga 4 it >k 13 S S [ 28],
JIT A9 200 38 5 42 v B A A B0 AL A | SRR 28U A0 LB A 55 B2 e [ 29 AT 4k 2 A2 47 o B T4 i 3 & )
ROS X e 4i i 2 B i), 2 RPiME 4 aifmEZ-amOnm. R SR ESR KRG (T E R
FLLE R H B2 @ G nga e i ROS /KPR 753 IR B T2[28]. DAL, BiRifEt YY1 RiEH
THim AT RS2 18 F DNA 545 (50 25076 97 boeg i) — SRk, Bl YY1 7808 b 1 R IE 2 e
PR a7 Ve H RTIE A R TS BUVF YY1 SIS0 DNA 5145 2590 6 L A2 V6 7 R 1)
— Pk, EAHE P

6. YY1 & H 5 I A phiE

YY1l EEEZMMAE S EEmREEaE B LSREKTFS5EANRMER30]. HREH, YY1 EAAE
JiyRg v () A TT Be 5 HEE S A 5, BT RNIC SN Bt e RSP & ] DUBOE 3 k) 2
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MRS 5L KAWL, ERTCUEEZS SR rE T B ESRE. W25, R3]
S, M SR NIRRT, EEkK, MR GOGE IR O iR WS R 2 —, Bl
BEEE YY1 AL MR A DR, REEIR YY1 & AR R A AR, D
TR K16 YT S T SR O AT S X B 4R -

6.1. YY1 EA5RHILG

M I A 3 T A R R S M R MLV R G, R R, FETIR . KA
JE R 2 H02 t T A IR 4R 2 24T 28 K Abr R 2 k. R RIL, YY1 EAMFEEIL TR LB T A
I35 AL B A K B8 2R 2 AR e 1 A 2R BE &R 1 1MW (Acute myeloid leukemia, AML)I & fE ob R AEAE FI[32].
Grubach [33]% &I YY1 HEF/E AML B#fiF 729 SR8, Ye Chen S5[34] 5 I, T 24 14 1 (L5 40 f
Hf7/E CXCR4/let-7a/BCL-XL i, M CXCR4 il Fif let-7a {2k YY1 & H/AFH MYC. BCLXL
BESRBE . T S BRI 25, TR R R GG MRT e, YY1 B AT REAE MR R R SR 1 4
TR AN AT 25 250, (HOXTE AML BARIOPERIALEI FATHE B PR TT . T2 Sk A i
WAL 2= 2R T I R T () R RS, IXRRI 251 T REAE T ARVATT R I, T RRAEAT IR R AR . TN E
T 3] 25 K FT T BETC 5% R TR 25 AR ON 2 25T 25(MDR) [35]. BANEEIF A, YY1 52 Eiif255EK 1
(MDR)TE 2k A A L (ALL) P s aRak, S ALL (Wi Z54H5, YY1 @it i MDR1 % 54
T g6 4 AR TT 2P0 TR 24P [36]

6.2. YY1 EES5HEE

BRHTEFR CAUFSE T YY1 AR M ERTD RNA 7ERAF R RERR 5 MR AE 7 A R . Bk, X
5 YY1 K MIAESR TS RNA TE YY1 A e R A FE 2 2 o0 s 2. R T 40 i(CSCs) i e XU
g a A A L, BARS B R R T2 se A VR . CSCs 5¥:#%. iz, &
RUAB TGS R s BEAH G, Xt 0k DA e A AR 8 (1 2R A [37]. AR C&UEM, AR MR+, YY1
221k 5 CSC ##it#)(Sox2+ Oct4. Bmil Al Nanog)Z [AIfF1EREL[38]. YY1 ILRESIEE A4 B UMtk
S0 Hh BB T4 M RR C A vE EACURRER T 4 (KLF4) [13AHEAER . 78 AN IR 282 (i vh C 2 W 22 3
YY1 54 [A CSC Aric Py rHe 5 1 Bt X B AT DUE S — Rl CSCs A O % I Rk I £ 1897 7
%o
6.3. YY1 ER5Z L RREE

IR, YY1 5 B2 KM RS (MM 2540 i SR8 H S5 A R PGS H2K[39]. YY1 &%+
-kappaB (NF-«B)—/MEIE[R, FHMEFRIA A AL, YY1 7] RelA TEEE A%, Ml Bim 5
B, WA 22 R 1 AR R A PN A2 45 (AR K, HIFRIN AT MM R YY1 RIS, i
5 PR 24 40 M ik o A TT 259 PR i 24 74 [40]

7. 4518

R B R A — AN 2R IRI R, RN R SRR, B 32 ERRAE R FRAT 8 A AR A 22
A . L RERE A A I LR R S 0 SR S 2 A o AR AN S 1 O P R A B L AR EE R
AR FeRe MG pe kiR . T YY1 S\ AR EEVFZ 2 50T G, AR AQUAT SORE
PRI REER . EAE L R bRk, PR R IR B IR A, (HRE S MR B AR B 9% 5% &
BT ERATE B BRR, TSI YY1 EAMMBHE « FAR R A 50 5 HIPLE] . A 0T 7R
YY1 8 ARE S S L R SR e rT VD UG 2 Wi (KAR 540, P LU € AR D9 i 2 1 S U b 25 0

DOI: 10.12677/acm.2022.124439 3050 I IR = =23t e


https://doi.org/10.12677/acm.2022.124439

HIRHE, 2K

R TRt P . KR YY1 SR AR P S 2 S AE, R 2 i, 67T K BiE SEOEE N
AR BEAREARTE, DDV R IR . 2R I B 6T7 77 %

e HE
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