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Research progress on the role of CXXC zinc finger protein 1 in
malignant tumors
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[ Abstract] CXXC zinc finger protein-1 (CFP1) is an epigenetic regulator involved in DNA methylation and histone
modification in mammalian cells. Studies have shown that the disorder of CFP1 affects gene expression, DNA damage
repair, signal transduction, proliferation, division and differentiation of cells, and is closely related to the occurrence,
development, treatment and poor prognosis of malignant tumors. This paper provides a brief review of the basic function of
CFP1 and research progress on its role in malignant tumors to provide the basis for follow-up research on new tumor markers
and potential therapeutic targets.
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BYIHG, PR KB CFP1 KRR SH %
KNS DNMT1 454 B i S5 6 2% vk b 1) & A % e
AL SAMEIEH . A SCRIZELEAR CFP1 B FEAR T
RE S A G g v i B 5 1 R, DA Ok S SR 5 B
) IR s s 0 RV A R A T R A R i

1 CXXC1 ByEARIhEE

1.1 CFP1 5 DNA HE{L

DNA H B4k 2 78 DNA 5t 5 B i ( DNA
methyltransferases, DNMTs ) 4 fb 1 F T 78 2 K 41
CpG “ AR MM NE 5 S 7 B I 4 & —A4
FHJLILIA , BB 51 2 DNA #94:  DNA %o P &% DNA
S5 P A LA O 2 AR, AT R 4 R TR
k07, DNA W3 B2 B i 3= ZE AL $§F DNMTI,
DNMT3a DNMT3b, DNMT3a #1 DNMT3b 5¢ i, DNA
UG 1k, DNMT1 ZE£F DNA B9 B 3R s,
LA 5T & B8 DNMTI 78 DNA #0 4f B 564k o R
RHEREEAT, EFZWIsh YL m 4 b
TEAE R BB 1 R B4R 0 CpG A5 R, i A gk
X3k, an 3 PR 9 ) Bl A7 7R R EE R A 1Y) CpG —#%
TR, EA#FR R CpG 5 (CpG islands, CGls) , K&y
2% NZEFER R 31 T2 T CGls, B AT I 4k K
SEARME™ LS 3h T X BY CGIs Ay F 254k 5 3L
DU VIR S, H ML AY DNA ] DAFHSEH 255
F ( methyl-binding domain proteins, MBDs ) #ill il % 5%
RFRIZE A, T AE IR 40 CGTs A 5 g H 3%
AR, X P R AR 2 2 5 S0 i 36 1R 2 336 1Y)
—ANEEHLH

CFP1 i3 )84 DNA H 345 R4 1 (DNMT1) 2
Ejfumsng P 3EAL | Butler 251 BFSY R BLBRZ CFP1 Y
/NERBG T 2B (ES ) BEARFE R 2 70% 1 i mg i FH 5%
TR IR 2 R ARG, SEBIR R
ARG, 45 DNMTI 7558 KF 235 T, {5 DNMT1
HEEA B />, 38 35 Ik 0/ chase 43 M7 45 S B8 7E
CFP1 B i/ NEURIG T 40 (ES) H DNMT1 25 52
WA — 2 R E AL, BT UL 4R, Tate
AU BT R BB = CFP1 MR IE T4 2 5
DNA % 5 U1 g & &2 09 #% & N Y1 B ( Apyrimidinic
endonuclease/Redox factor-1, Apel/Ref-1) #f H ik
TR, DNA 3G, k25 R AE /R T Cipl 78 Bl
HUH K DNA fifie 2 e , 20 CFP1 Bk &%
SR DRI 2 A s i R R ALK F T B DNMTL & A
Fil g IR S DNA $0534 00
1.2 CFP1 5AER#&IF

ZHER 15 DNA JE[RIZ iRz /IMAR 2 Yo o i 1) B

ALER A 2 B P SR AR (N ity ) 235 F4 S8l A i A%
JINARTR) HA 3% 15 3 (R DNA KB AR, HN
s X Al AT L WAk P AL BRIk 2 Bk AR
Z Ak ADP A% W AL S A, ] ol AR e 6o B AR 2
R = R R 3k, ki o RS g 1 A R St

HEAH B mECEA FEETHEN
HEH R B (HMTs) FI 4l 8 (& W 5 R
(HDMTs) , £H 25 [ H 36 b X 35 (R 3 35 1) 52 Wi 458 A
825, FEEHR T A6 Y 2 i R A A5, T 64k
FEEE X0 R = A K, 3 il o — W Ak H Ak
= FAk ( mel/me2/me3) B 43 I 7E 6] — A~ & 5
PR AR —ASF 3 AN SR = AN 3T 3
Sl T BRI N S s X AT kB
H3K4me2/3 16 Hi B9 Bt & L & H3K9me2/3,
H3K27me3 &4 f A5, K 2B & A 5
FERG#TI  Set Z5H93HK & 5 EZUIRE, CFP1 /EN
213 H3K4 HI L RE B Setl A4 B 5 24 HY 3
1B CpG 454 7 H3K4me3 Y2 (4 5 |-, T
PHPE YL TR SE R R UE SRR ek |

Yu S5 & BUAE B BRI R CFP L 84 ()
H3Kdme3 53EH 7 s FAH5¢ , 78 & & i 7 v 4l
BTG IR 5. Sha S5V BF 5T & BLAE BN B
ifLrh CFP1 /& H3K4me3 R EFPIARAE YL (0 |
B R E A, Bt = CFP1 ¥ S8 H3K4me3 &K,
i — 25 5 B0 SR TR MR T 9 L B R A0 i ek %k ) 2
. 2K E Lk w e, 5T Eg R, Sha
AN HE— W AT & BLON R AR A B CFPL, T 85
N T RER kb=, R I T2 B (i R 9 7E
FIAE T2 I 96 3 2 X U A A 1) FEAS A o 1K
SN A K AR 5z 2, DL A gY 2 B
CFP1 X} H3K4me3 F4 5 X5 UL 200 Ji 338 1 ok 5 50
2 HARE FokSECEE,

2 CXXC1 7ZFEE MR R

2.1 CFP1 583

B IR — A R 104 BRE [ 5, 2 i E AH S BT
TSR = R BB ok i 2 00T 58 = BH B IR 11
TR H ] DR R A K A" ) Sun 410 %
84 151 B 9 B E AT TR, e AL Ak A
B4 LD CFP1 5 14-3-3 B AFEIAAE I 1T
XM, 14-3-3 FEEALEM ALY HAEAE 74>
W (a/B,y,e,,m,0 A 6/7), B A6 ) 3 K 25
W, AT 2 5 4 M N5 5 e = | 20 R ] S0 0 4 R0 4
T8 e AT 14-3-30 S IEA 1
H 3Lk £ 8L 14-3-30 25 78 I8 40 i RR 221K
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ik, & xF P53 A A PRI EEAE T, A2 2
AR BF9E R B, 78 [l — AL R CFPL ()
Tk 14-3-3 HAM LB E AL, CFP1 25
FIRM B B A A )N T R AR A A B3,
14-3-3 H A B E A A R A 52 ma U 5 CFPL AH
R, Mai 29 CFP1 5 14-3-3 & 2]
HAH B AEH S5 F kB (nuclear factor kappa-B, NF-
kB) B, 7E B QMLh 14-3-3 HA MR IBK
Wi T NF-«B EHALE 14-3-3 ILH B3 7 X 554
CFP1 #5[1,CFP1 220 & W IL RS I Setl AYFE R
BE 05 ) RS P & 42 T H3K4me3, filf YL 2 57
A TFFFTCRAS i S 3G . ] DASEI CFP1
5 14-3-3 A @i NF-xB & [ ] REL: 51 5 9 41
%) 200 B JEL 300 A B RS M AR R BE ) % (B R
— L SCEGUE . CFP1 A] RE 2 W R 15 8 F 3 T 10 2
RV /DA RN YN LY
2.2 CFP1 5&EImE

ZEH 95 ( Colorectal cancer, CRC) J& 1 FL3 Fl
PREIEAR AT B RN 22—, i TIE# &5 L
B A0 — ZR N AL R s AL A B LR, &
B EL I MR R R R e R ) AR

ARSI , 16 60% ~ T0% 1Y K 7 6 40 Jfd v
18q Jeta kg | FWZIX B A e & 5 K &
A IR BE R (TSGs ) 2 L RS 18q YL (o fA ik
I e et AR 1 K 43 (R S5 i 2 R (DCC)
B HY 1821 Yo A d5 /N DX I & 9 1 o2, 7 [] —
4mb e o MR XN B A H 3L CpG 5/ EH 1
(MBD1) W3 CpG 2568 1 2(MBD2) .CpG 254
FEH(CFP1) sma Fl mad M1 H 4(SMAD4) , A
T WRITKIX Sk A7 AL TR L [N, Derks %610 % 8
TELE IR At e RA DCC FEIR 8 3 19l s 1 34k
RECFR IR TR, 0 H B A 5L MBD1, MBD2 |
CFP1 SMADA R3Z500 , Ak, Bader 25120 B 57 &
B CFP1 1E 25 B J 40 M v 28 28 SARAIR, 8 B
SR AT AL, g B RN CFPL
SE R AT BB AN 2 25 B R P AR s S R CFP
FE PR 2 AR P 45 B e R A PR
2.3 CFP1 5H¥E

TEAERYE B P, 8 2 fee i DL B0 S b e i
T W35t 1% o5C7AR i g 10 % A e bt EE AR
FH,DNA HI3EAL U B0 R RNA 28 3K 78 il i
SR B PPN S AT B R T

K45 4E 4 i RNA ( Long non-coding RNAs, Inc
RNA) 5 ZRliE () & 8 R JBAE ) Tao % 1
9% &% BLAE i 9 B Ine RNA P53RRA %3k F M,

P53RRA A[LLY RNA 4545 811 (G3BP) 454, HUG
G3BP &AWt P53, T8 P53 W Z A0 B AR 40 i
b SRR R0 A R T, S0 s 1 R | e PR
YEF . Mao 25003 a2 X6 Fb fii Jea 41 i 0 15 5 40 i %
L, CFP1 7RS40 M v 5 oK FE 34k CpG B 45 &
REAIG, 5 3509 40 e PS3RRA 7 [ 55 S5 g 1 o7 5
H3K4me3 (% H3K27me3 BT, M PS3RRA
HmHRDL, FEMEAE TS CFPL o Rk 234 n
P53RRA BYZRIRAK, KAEMIEIER .

AT 3% Wt 3 5 4 e i e R 300 R R )
FV8 5% e A B P 1 L, B Pl e e S T 98 44
Mp A K R RS BR P RIEEEEAY , Hui
S & B CFP L B 2 S 80 40 - W 41 iy
LEVE R F (GM-CSF) B 3Z AR 3L Csf2ra A
BT X H3K4 [ b, 5 2500 F v 41 i 10 7
W AR RIE PEREIL . /NS = CFP1 55 32 B4 16
Y e /NERUBT A R B A & 9 SRERE AR, AL 4
SEAE 20 11442 T AN 2 TG MERE IR A A AL R
52 Csf2ro 13K AT L350 2 Jili 760 150 10 200 B 3t 14, il
T R R ST R TP AR AR B2 2% R T LA 3 B A
P CFP1 85 Y 2838 ] BB = IR 7 Wil 8 1% 78 7 #
A T E— 2B ST UESE
2.4 CFP1 5K JRE

2 T PR e i DL % S IR, LAYR I T
M4, At R r AR 28 R 2 56 9] Ay 28 A
BN 2 e R e A W SR B BR S IR 2R, AE AR
Bk 2 R BB T A B ML S B0 DNA B8R
FEP MGMT & X038t A% L3R 0T DL 1) o 2 1k 570 v 97
FITTRI, XSRS A% i A8 4% FAE A= W dmic, I 1E
W2 S JRE 14 43 28 FNYR T 7 DR R R A OE R

Bronner %’34: WF3E %38 CFP1 %F DNA H 34k 1x
Mij&iE Lt 5 DNMT1 AHEAE R SCBLAY , I ] CFP1 3%
iKJ5 DNMTI {6 P B 2 B AIK, 11 DNMT3a, DNMT3b
TEETCHH B A8 4k, DNA H 38 Ab R IE R 4] pY —
Pyt B2 DNMT 7K 7 F 8 1 5 A2 S 3l i H: Al 1
3 DX 3R 199 ) 3508 v FE LAk, AT (5 i 2 40 o) 5 PRI 5
SR PRI RIS 1 Y DNMT 41705 30 2 28 Wl 14 2
YIIT R Wi e o, R RE W S BT IR A U7 T 24 AR 3 4
BRI TR,

F 7T 2B DNMT1 7] fig 5 988 58 P ol i s 22 1A
UL ER A 5, DNMT 10 il 59 i) Fe 0 B B J2 2 0
DNA = F 6 o 9 356 R | 7 0%, i AN e
St DR A 4 A1 I FHELABL (%) DNMIT 100 i) 571 5 22 0 o)
REE I DNMT B &4 . Cheray %7 945 3% W]
DNMT1/USP7 . DNMT1/Cfpl . DNMT1/Stat3 & & ¥
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FERE LRl g vh 2R B B n K U251
YA Kz T # N B Y, SRS (B e e
(TMZ) FVEEXT = Fp &2 & P i 30 il 5036 97, 45 R %
B, TMZ 1 DNMT1/CFP1 57497 241, TMZ $0 i
JEIRE AL B FET 43 B B SR, iR A KRR B
WEREAG, SRS R A T (AR P R o R S TR S 6 3R B
EEPEAN ] DNMTL/CFP1 &2 4 9y R A3 I 1 e i
JEANAE T 1 E S b, H AT $ = B g o Bk 1R
FH. UEEAMH CFP1 5 DNMT1 (9 4H B./E F ml 4%
TRI7 259 TMZ BIRCR (B BARBLHA A 7 TS,
2.5 CFP1 5 MLL BIj%

TRA1E 2 H L% ( mixed lineage leukemia. MLL)
JE—JOENMERR B L TS 22 MEA R SbE I
L2 T & R R MR YT . MLL JER i 20tk
F L9 A8 e G A S 67 77 A S = A= 1 I ) MILL
A, MR R Hoxa9 R 32353 &0k (3
e R A A AR HEE R, T MILL il 45 25 7 B 45+ e
A 5 DNA 45619 CXXC 558, BEf% 5 K FH 34k
1 DNA 2546, {f Hoxa9 FEIRA7 5509 CpG AR FEFI4H
HH H3K9 Ak A H 34k, fE ¥ Hoxa9 & 1
%iﬁ_{m’”: .,

Risner 2 3 4% J& 75 77 76 26 &L 19 MLL CXXC
SERR, SR TR, IS ROR R RS
Y& T DNMT1 . MBDI .CFP1 =#1 % [P Ay CXXC
gER I, DL e ML filA 2 F1 R CXXC 45 ek,
BB 5 R B4k DNA 456 09 36 f1 Ty, 45
MLL CXXC Z5 385 & H AL ) DNA S5 7 Bt
CFP1 CXXC #5948 5 & B 3L 4L 1) DNA 2% 17 Lk
MLL CXXC Z593 Ak 7 %5, DNMT1 CXXC %5 #4 35
Ft MLL CXXC 453 fi% 34. 4 1%, i MBD1 CXXC 4%
Fa 3 5 oK H LR () DNA JC2E R, R BEE IR 2
S5 A P9 I S5 5 3 B K AT DNMT1CXXC
gL A8 0% D) e ME B A MLL CXXC &5 44 1k, fif
Hoxa9 FERA 251 CpG FRIEFL B H3IK9 A&
Ak, B RWI2E 098 32 B MLL [ 13 ' CFP1
CXXC Z5 3 A RE T BEPE AL MLL CXXC 4544 35,
HZRE i i CFP1 84 DNMT1 H 697 H I
ERR I — DR

Young 45 5E & B, A2 PLB-985 41 (A
ZCPEBE 2 0L 4B ) (1% 1E 5 B H 40 LT B CFPL
HEH, miBR CFP1 R S 8040 M A7 36 R ALY
50% , ¥ st a] SE A | I ELAS G 1) A% 41 i SOk 41 i
k. MR UL CFP1 & /& PLB-985 4il il A= 17
W5 AR ELER H RE R A CFP1 Y
FEIRAIRIT A MR (EAF I — SRR

3 NERRE

Zi L WF 5T % B, CFP1 3 %2 8 # DNMT1 Al
H3K4me3 LUSb, A7 7E H & 7 %, 2 5 R Wit
A&, 5 22 FOBE IR ) & A IR 9T OR R TUG
FEYIAE G (H A Z% 0 0 1 BLIAF 92 DA B R A A BA
GG s AR G PR b 0 157 FH AT Ak T e B B, ik
Rt —2P R R W58, W& R E A% 2 1 K &g,
CFP1 TEIE PR J7 T () B 5% 23 Ok R A W12 CFPL
FEEE IR 2 W IR YT RIS A BT R S
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