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(B2 ] AHA R RS S R E2F1 ( E2F transcription factor 1) J Ml AR OCH#% 5 R E2F K IR A 2 —,
EEZS5EIRAN AP . DNABE | DNAKH] . A0k, EEMMT-F LR AR . BE2FI7E A B 2 i
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[ Abstract ] The cell cycle-related transcription factor E2F1 is a member of the cell cycle-related transcription factor
E2F family, mainly involved in various cell processes including cell cycle progression, DNA repair, DNA replication, cell dif-
ferentiation, proliferation, and apoptosis. E2F1 is highly expressed in a variety of tumor tissues and cells, and it plays a role as a
cancer-promoting gene. The up-regulation of E2F1 expression is closely related to the occurrence, development, metastasis and

prognosis of tumors. Therefore, E2F1 is expected to become a new target for cancer treatment. This article reviews the latest

research progress of E2F1 in current common tumors.
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2 JEA AR % S R FE2F1 (E2F transcription factor 1)
e 2R A A S SR N T E2F 5 W R 22— E2FJ2ERIFSE
TR B A B, S SRR e, A
THNMIAYFERE . DNA &5, DNA &, 405k, HsAe
T3 ITAFSRWTTE A E2P I EZ R WM P i i ik, AR
SUME2FLFEH WL IR VR S B st ALk

1 E2F1ffiR

1.1 E2FUIEARSEHY 4R, B R RIATSE, SR
AR R S R R A R RIOC R, — H ORI IR
o E2FIBEN R TR sk A 2R R, AT A20
YA 24 (20 q11.2) , K11 kb, H IS E2F15
PR 2 R ) — A iR . HRTE R 6 M

ARG DA R4 (No.19PJ242 ) RSB R A
HF 23] ( No.2019-YFYF-00090-SN ) % Bl

PERFTRIAY . 610041 JRCHT, DU =AY BE B SR CGEINGER . 42[E
1., E-mail: cheguowei_hx@aliyun.com )

B, J3 A HE2F1-E2F6, AHN 3 e FA R YL ek, fir
HE2FE A& R RSP IDNALE A X, SE2F ik
PEIBE (DPEH) 4541 BIKIX M SRBIE AR 4SS
HHEILIX . Hil kA DPE 4 DP21, DP22F i, 5
E2FR 25 G TE L R AR B E2F I % S5 1, E2F1,
E2F2. E2F38 I H 5 RBEAZXETHRBIEHL A,
E2F4, E2FSHE A L5 [RJERBE A Z K MIp107. p1304, &
1.2 BE2FUEY)TRE MGG T 224 D44 B, G,
/S BT A A IG AE 1) DG B E2F1RBIS it Sy
PF, FEMFL S 4N i 5 Y G 3 /S AL AR o F v 47 i 4
RO, 7EG W], B2 HAR RS ROERE S VI
T SEtE MM . 2GS, A0MEIIE E (cyclin) 5
AFSE P 240 ST S0 2 AR M 88 (cyclin dependent kinase,
CDKs) Z5-6 5 % CDKsIM{ERb#E Rk, E2F1 ARbAR
RO RITEAL, R A NG HIHEA S, E2F12 Y
LR R R AR, BR TR AR G S ML A 2 4
R A1, ARG T pS3FNAEpS MR IR 1217 AN IR T

D D D Ijﬁg;ﬁmﬁﬁ& E2F i fkp14/plo NI il pS 3K i, ps3
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A N IFCDRIGPE, MU 4 R 1 T, 145
VAN TR B Y it pS3TERIA 2, E2FLE i3
SRIETTIE P73, CASP-3. CASP-725: () G M A T,

2 E2FIFEE N EFRI R R

2.1 E2F1 S5 IZ B0 e ST 2 Pl b2 2R 0 s s DL A D
RSB, RG2S TAR T RS T SR GIRTT, R
Ja 58 M, HLE R I B AR FE s 22D

Zhi®FUSE TS R, bR M A7 512 (epithelial
cell transforming sequence 2 oncogene, ECT2) Eﬁiééﬂ’iﬂﬁﬁé
S Rk 1 b R v Y (D et OBy T S S S MU A TN
ECT2 53R (b 3R (pituitary tumor transforming
gene 1, PTTG1) 2 IEAHC . BARAIHLHINE L IE TECT2
3 3 A 27 ZALEPSMD 141 3 1K T B2 M E2F 194
Pk, IMSEIEPT TG R IR . 2 55 90 2 B A 3 A1 FH L
/PRNA (miRNA) EHTFE2E 1A 1k AT X M J5 783 240 it
BB = M . Huang 552 & M miR-342-3p AmiR-3774
ME2F1, LI AEmRNAFIE H B F g ERIL, A
0 o 225 o 96 4 L AR I AL, JTAE G 0T BEL Y 44 ) 40
miR-3205 P28 e BOJ A ZEL I BF AT 45 SR B

KaEEZMISRNA (long non-coding RNA, IncRNA ) /&
AR AR, A OCIF SR & B, IncRNA DLX6-AS1iH
11 58 FrmiR-197-Sp A Z& MAE A A 28 IS S I8 (A 0T B 9 7 L
FRAYE2FL, MR i fh 28 I BRI 98 72 o Xia 500 2 IR,
IncRNA FER1L4FR A5 #h28 e FUR B VIAHOC, 7
2 91118 9 FPIncRNA FER 1L 4426 15 FAR 2% 1110 g )
F23k Fi#, 3 HIncRNA FER1L4ME FIA TR T RIZS I
JAM ARG, 75 AP #E7R, IncRNA FERIL4K A S
E2F1 mRNAKIE R IEM, MfIlFERIL4K A5, E2F1K
iKW N, TMmiR-37209K 3k 3% B, FER1L47] 1R
TeArPENTERNA, 5miR-37 M AR s45 &, LIFE2FL,
AR T o 28 e o e 240 A ) o 0T RT3 7

i AR eI U, R WIE2F1RE I i BT Rg 4
Maf AR, FARFRINAE B2 F LA I 0P8 v A 9 s Bl 25 i e 0
PR B BB = TR s BRI B2 B ZE k] LLBH A A e
20 e e 5l S ARG RE 1, S84 TR E2 FIE M 28 I B J oy
PRIEVER. RIS, B3R oE R R B JE I8 JE miRNA S 2
IncRNABARA s R B2 B 1AYHRF S 0 A2 1 B o g 200 e 2%
PR IGFE 1) O S R 22—, AT — N ERAR Y 5
2.2 B2FLSFLYE FLAR R Ve U e, Ao

JUPHR P8 K B B2 F 1738 PR AU, E2F1 A TH S804
Jf 3 S e NI ) — A E BRSO,

BFIE & BIEH AR SR E2F LR F FAPE R AN
0%, ASHLRIEE A AT 11.1%, AEFLIRELHL, E2F1FH
PEFRIERN47.3%, P H AR KA BES IEH FURAZ A
R A A ZLUIRIE W i e B TS a3, iHE2F 12
STFURER R SR ki-672 —Fh4 fbh L A0 5 i &
F, S 20 SR UIAR O, JLAT LAVEA Sz e e 248 B 34 5
REJIMFE PR 2 1z TR M it T b, Rk RS ATfE
Sk B IR TS I R A o e B2 0 &2 B, miR-361-
3pE— AT A A miRNA, Hoid 2 k(e 1L B8 20 i Ay 438
B I, miR-361-3p WAl B % FE2FL. I, i%
W58 42 78miR-361-3p 7EFL M L ok TR E2F1 K A0E i
FLIAER B I A0 T

E N R, LR 22 E2F 1 flki-67 FH P R ik
EMCE kS R L MR RN L 8RS O R R R
K- B 25 - 544 (tumor-node-metastasis, TNM ) 433145 ¢
(P<0.05) o E2F1HIki-677EFL AR h i PEE 3 58 22 1 2 0E
AHOC R ZEMAT T 58 ik $2 3, ER . PRAKT 2 FLIRE
R NS IATRTT RN TS i — S B AR Y F AR bR, E2FL
HEAHMERIE R HER, PRERIREA K, E2F1EH AN
FIRHRAEER, PRIATEA W25 I TER, PREATEAL, iX—HF
FEE R T UL E2F 1 (AR R AT RE W & A UGS
ARRF R0, T A0 R I ECT 2 352 B2 Fs i 51
PRI, ECT2MIE2F LA FI7EFL I h i 3Rk 5 35 1E
FHSeME, ECT2IERTES Z 2R S0y 4 b 32k ] i 57 5]
i, M AETEE2FLAY4H ML, 7E40AE 5> 2400 B b, E2F1
AEME H2 UL S T5 , [ ECT27ES I 5 HAth— 248 140 .
5, AITTAEG 191/ MM 53 4 7k 5 Touide , 5 SO 5

R RW, 2R SR A UIAIDC, B2FI7E
FUIEE AR, BIE2F1E55 FIRE gL e ami A=
AR, FICE 2512 15 D058 35 SFL DT 200 Jt J0 9 1 Lty 40 i
HgE, HEAh, E2FIATRE 2RI —FI A AR B bR
YIAMES 7D &, WNGiro-Perafita® TS 42 HHIncRNA RP11-
19E1LIATVE A ZLIRIER 23R T RONT 52, T HRE2F LY HAAYEH
MU R Z URIR A SRR Ry TR LTS
2.3 E2F15 MM R C s ok A 20 2 e e A4 i
o, At B AE AR AU T B A TR A IS %
PR, RBANIEE I RH = M p R BAE 290 JE 300 81 42 Oy i 25+
Sy EEVER, 15 HAE R B VIR SC I — AR i i 4R
B K BRI SR FE2F L, AIFGE K, IncRNA/MZ, ™

BT I RARRAE R S WA, }\%’Qﬁﬁéﬁﬁ RﬁA{ FHE[H3 (small nucleolar RNA host gene 3, SNHG3)
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FEAE/NI B (non-small cell lung cancer, NSCLC ) g
ik L1, [FifIncRNA SNHG3 & E2F 1 B S Bbr, 15T
AT 520 A B2 F Ll A b AR IR - i R &
-6/JAK2/{i5 5% i e, G TSNHG3H 2 UE TNSCLCH
MOAIEFE AT RS . 45 55 IncRNATENSCLCHHZRAUIFFE b6
FiMeng 2502122 H 4 H TLINC00461/miR-4478/E2F1 U5t
P TNSCLCHN R AYIEEE MIERS . IncRNA-HIT 5 E2F1
AHEAERAL AT AJE 5 LR SE A, iRV R I, IncRNA-HIT
22 /D 43 b 38 A R 5T B2 F LAE T R PR ) i Bl X sk
Hi A KNS CLC A Y145 . IncRNA-HIT-E2F15E &
YT BEENSCLCIRYT IV TER bR . 22 24 R -KG 2 R B 1L
fif (serine-arginine protein kinase, SRPK ) J& T —S 4 ifu J&]
HHRT PG, TENSCLCA LU YSRPK KA i, SRPK2
1432k FR IR HENS CL C 200 i 1 114 L o S 45, i e AT
SRPK 24 HINSCL CHH Al 52 H (138 58 JT- 41 2 240 it J] 3 45
Tiifo SRPK 2 12k SC3SHYMRR LB 14t sl 0 AR AR DG 2R
FIE2F I 53¢, MIfTfE i TNSCLCHYEI R,

TE/ N, 2R #ih 2 5 /NI ) 2 2%
FEERs, A7 M50 % B, 2B 10T LU/ N A ea 4 it b
fIZEB2F15, E2F1IE iR ZEB2 R IAAE HE/ N iR
b IRl A AR, FERHE2R AR/ N il L R TRl Ak
AR ISR, IS S/ Nl a1 22 S . A
M ZE B 145 &2 (interleukin enhancer binding factor 2,
ILF2) 7E—SE e i, (U, ST/ Nt
ILF2, IRZATRA AL, Zhao 5P FEHEH, ILE2ZEMRIMAIAR
PEE /N TR AR A o TUR2 B InAR AL B R fL ek, IR
AR S FIFLRRI A o X ILE2#EbRAY LRI 20 55
Mo 1 HAZ BRI AR50 A B RIE2F1 kR L)
FRILF21 SR AR I P AR AR D) fE
2.4 E2F1 5B BENA L & R RIFEAZ 2140 A 5 A
[F]ES) AR Z2 A A s I, b G /S I o 22, B
TR 20 B R 5 2E A 20 B A S I . B2 F 100 32 R Y 4t
JSHERG ST S IR U, S ARG A A A B b

miRNATE R F W85 2 W 2 —, 7 B 6 h 4 i
& B AR S AR, =R R R OGN R, H
miRNA MR IR R 5 H IR & B3 R W A s A
Ko L, XFTmiRNASE2F1 A A Y 2F A0 A 52 T e
By 50 G 1S AR, £ 1 B R Ay A
WS HLIIRTT . MBI, E2F1E s A AT LAI4E
il Z A miRNAFER L L, HA S W ZmiRNAL ],
miR-449:38 18 5 0 241 i J5] SR HE A T LAk S it 2 Y E2F1

YEF . miR-449f8 38 15k [ 2075 S Ll 4 240 s 3 671 s
T IH45 3 % CDK-RB-E2F1, 7E I3 B{HHE2F 12 miR-449a
miR-449b ) EL ALK, miR-449a, miR-449bfE T IEpRB-
E2F1/3¢3Kk, [RIHEATTTERCDK6 5 CDK2SA, fir & S350
AApR BB AN RIFEG o miR-34ctB 5 BHFME A
FHOCE, BARMRILAE I LI E2F1AT LI il miR-34cfiE i
RN B, [RIHSE IS TT DA 28 A2 B A5 A 1 T 24
P, DUERE2F LA F T4 5 SEAZ Bk SR D0 B e 4 B 0097
2228 miRNA-19b/20a/92a%f B T4 ( gastric cancer stem
cells, GCSCs) AfEM, W58 &I, miRNA-19b/20a/92aiH
PETERE S S5 K EREIE E2F T 0T B- catenin {7 554 T35
&, Pk T B T A A 3R T, miR-218 EAA B RNG
P, (AT RE MR R BH . 76X T4 X B8 h, A EH
K TmiR-218 (miR-218-Sp) 7 159 4H il H01 ik A b g i 45
FITIHE . miR-218 7] LA B JRa 20 ML Y3858, 7EG 0175 540
L IR 52, A A P A ek ) R R A RS [ CmT
DL pRb/E2F 15518 . miR-218 % k)& B HEHE2F134
THimiR-21875 EFEFISLIT2FISLIT3, XA TmiR-2185%
IR SRR 2

IR ERW, B A R RN Z AN, B2F13R
IRIKV R B e R AR T W N DG R e AR BIL R DG B
MOHUE AR, T BRIk 2 R R IA M mRNAF
miRNA S it > 3 3= 5 4t it J] 913 e G, BiImiRNA
WU E2Fs 2 1A 3R T8 A BV A A6 R SR B X R A E
G, ME2FITEARG 0 b B IR AR AU SR A, e
TR ERIE, o Ui T B R A i PP E2F LAY I
TR B SEAE R SRS B /R E2F 19358 5 B
HAUTFEEE  IRIHIRE IR Z5 5675 | A Tom b e
TNMHZ 0] 22 R, $E/RE2F1R 58748 1+ 3R IK P fE
JE R AT R A RO A IR, — B AN R Tl e
B, IR ARk, A i — 20 T fFE2F1 3¢ K38
TES D BE RN IR 295 1A
2.5 E2F1 501895 BPELYE (ovarian carcinoma, OC) J& i
UL AR IR 2, SR AR B R GO AT R ey
PPN . BT RZ B0 NS A2 Wi 2 2 51T
HO AR, IR SAEAE TR 40%, Fitia
VI B8 08 )12 W7 FVRE S VR T 7 R B O S 1Y
FiE00, CA IR S REQF L@ 1T R IR kA 1Y
FER W B cl-2 KAl 1 DI SR ) e AR R g o DR T S DUt
R, 1EU0 ST, RhoCE MY 218 i microRNAKE
I FH R0 A2 5 IR 2 28 R SR i iR 2 IR TR s Al i Do

s U U\Wﬁ&éﬂiﬂ@]ﬂﬁﬂiﬁ%lﬂ@i}ﬁ**ﬁiﬁ ﬁﬁlEﬁﬁﬁiﬁ?ﬁmiR—SlﬁﬁH’ERhoCE@%%i& Sliibugesal)iiol
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T YL E2F LS KR ho CIY AR i LT, T 7E I LAtk I
5 YL MiR-106b-5PJ, & P RhoCH AN WM. Hik, 41
filE2F1)5, RhoCFRIBWI BN, K, E2F1HIRhoCZ[H]
FEAEIA B B IEARSE, I3 1 miR-106b-SP R IEAE I, X O L
AR VR AR B2 KB, E2F1ATRE & U1 L9825 1)
HEE N, FEM YESAHCER I (Yes-associated protein, YAP)
-E2F1 DNAGUS N 385428 0] DA dest: B S 4 i -y 259
(WEEL G HIFIAZD1775 ) HURTE

B2F1 N T A A% N, R Jmkt 3R ik 53
PATEH B S L R BT g 38 5 vk B9 5 e LA B B
BN R R R, E2F1RYRIAAE B W =, BIOP S
E2F 1A 2R IR AT LU SRR VR FH B34, A2 B BRI AR
2%, X ISR R VR E2F LG ARSI, TR %
PEMRI M, A B LS Wi Ik — PP B T B, AT
RORIE AT G AR G
2.6 E2F15 AR HDR AR 2 HF R MR 0 g v e
WL, B RLE R RZFARNS S, Hihh
E2F110 %5 VI OC F 2 Mg & A & e i B 22 3R 637, Zhang
SEBSIRF ST, IncRNA RGMB-ASITEHUR IR Stk rh 3
ik 1A, IncRNA RGMB-AST A S 32 5% Sk R FE2 RIS,
JEAE T E2F1 3614 )38 14 qRT-PCRAG I #l]incRNA RGMB-
ASTF AT, [A] s FR AL SR s 20 A ) 36 5 . SR8 AN
fRZERE IR BRI E R WA G g Z—, #F5E
PR BT E2F R R IR, I H R A I 5IE R
99 i R R L IR B B A RO O N R OCE, 22
SRS FE L XA R S E2F1 R R AR K E G W/
G I ASI, T 1 A S SR AR, A e e 200
B, B, WSS R L SO A RS I A B4,
T NS 2 A P DL R, ATk A4 T
POMAHEREONRE, TEMI2H 2 E K. E2F1
TEF B A U g AR SRA BT & TR 8 IR 4
YRR, $ERE2FLY T N A R Y A AR B A
XK, TEIRAZUTE2R1FR IR 5 IR 3 WA G, 900
MR, MG, B2PIRIKGR R, RIHE2F1AIHEE
Jrged (R R R A O, DT B T R DA RS B 1 A
WEEAT R, PR/RE2FITET 5 P IRAE B Pl 21 1 AR g ok
FIVE IS, TR, ARG R B, IncRNA H19RENS i
T4 25 G miRNA-29a-3pli T E2F11 3K 35, T HE2F16E
g 3 R T R R pS 3R AR A S 5 PRI &k,
I, HIOME2FIA R A AE 2L M (5538 %, e S 5 e
(R A5 % et F i —E I P EIAE R

EzFlﬁﬁi&éﬁlﬂﬁiEﬁ%ﬂiﬁ%éﬁﬂﬁ”ﬁt%ﬁﬁﬁ, £

]

REFF A iR AL EH, SR AR,
A5 IRE2F U EH] . E2F15ps3—HF, 5 75555
Tt B IR TP AR 2 A T, AT RS A —F T R
()2 AL, SR PR A A A e 2 S PG AR I T 0 g 1
TERHINER o IR E2F1 35 DR ke 4 il ek A1 I (0 o 240
XA RS, — T [l A o Ot B Y, B2 R LBH 2 1)
LIRS B AT B2 F LB ME 4 A 35 /0 i s 42 2 A=y
IR L e A1)

3 RESEE

S5 3, E2FLARBER I BRI R Ak, fefdiZn
J NG $13E ASH . IR, E2F17E 4 B Z2Fh il Ra Ll U 40 i
Hit Rk, BEMEEEMER, B2R1EEs FE S g
MR KR R T U 2 UIAH G o ARAE A o e o,
E2F1GREMIAVER, L, B2F1AYRUEEA 28 A b
JRIRYT 1O AR S 1,

AR B, E2F1BR IR0 A 15, 62 5%
R ARG A A R, ZEMREI R A L R R B E
PEFES), fE— D JEPRLES R IEEh, —41 5 54 REny 1
PRIl 4 5 W E2FI AR LR, E2F 1L R B i/ NS 3 T
BRI AL, L HOE SRR T Re i, $E/RE2F1RBE
TEA A A e A A i 7 e S AR ), Shen ¥ IS HT
WFFE AL, E2FIARE &S 5 i AH OC AT 4 20 A i =
SRR SCHE Y T, XIS & A & R LY, 76
AN P E2F L AT RE AR 2 AL SR R 700,

HETA CE2FLLE I i FHBLRI A 52 30 A T4
WL, WIRAFAEVE 2 N 2L LR 2, Hon, E2F LA
P TR VE L, AR Z80E TP R IR E, A&
W25 AR VR, IR 28 i 2 A IS (R T
AHIEIR 3 FAIL 7 $E—2 BB E2F I7E S 24 B ik ih 26

HRHIBLN; 255 B2F 15 IR A QI B ARSI, IR N
— ETEREIT R, MR AGY T AR AR B o

HEBEE DR E NI E2F L AR S I i — 2L TR A,
FA PR B2 R A= I REATBT IR, AUAE2F 15 i
Te Y ) P R SRR RAR R, IR T LU E2F 12 S
Je OB S A ARSI I, (A2 P LR IR AR HE R
R G R i

2 E XM
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