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Atypical E2F Transcription Factors Contributed to Cell Cycle Regulation

Qi Qianrong, Yang Zengming*
(Department of Biology, Shantou University, Shantou 515063, China)

Abstract E2F transcription factors are important elements in cell cycle regulatory network that regulate
cell proliferation, differentiation and apoptosis, consequently involved in many physiological and pathological pro-
cesses. The biological function of E2Fs has been widely investigated in mammals. The recent identified atypical
E2F family members of E2F7 and E2F8 in mammals develop a new insight of cellular E2Fs function. Compared to
the typical E2Fs, atypical E2F proteins have the duplication of DNA-binding domain and regulate gene expression
independent of dimerization partner protein. Nuclear localized atypical E2F proteins act as transcription inhibitory
factors on typical E2F-driven target genes and modulate cell cycle progression, and play a crucial role in cell size
determination, polyploidization, cell proliferation, differentiation and apoptosis. The establishment and improve-
ment of knockout mice model make it possible for us to study the physiological function of atypical E2Fs in specific
tissues and organs. Atypical E2Fs function in regulating embryonic development, angiogenesis and hematopoiesis.
In addition, change of the expression levels of typical E2Fs and atypical E2Fs correlates with tumorigenesis in hu-
mans. This review summarized the latest advances in the studies on expression, regulation and function of atypical
E2F transcription factors in physiological and pathological processes.
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E2FZ R FE N — R EE Rk W 1, ik
AT RS REZAEY D, ORFEWIAY. Hh, R
W FIAE SR, TR B B AR, LS
H, B84 AN U E2F RS  R 1, HLER 4G
¥ EALRE R4k 45 M) 48 (dimerization domain) &
JE {1 7 (DNA 45 4 35 (DN A-binding domain, DBD).
E2F & H i = R A 45 1 18 5 — JR fl(dimerization
partner, DP) K [ JF Jli 57 I8 — 54K, I {HE2F/DP#E
% 3k N 40 M A% 9 3R 15 55 5 2 YEDNAJT 51l 45 & 1) fig
7151 DBDREWS 5545 5 1 IDNAFE F1| 45 &, o #EFE [A]
() 3 S R AT R 10, LRI EDF % S5 ] 1 o 41 A 18 4
HH ORI [R] 1 2 S5 1 715 5 40 0 I RE 4T 989 (retinal blas-
toma, RB)Z Ik 8 [ %% AH ¢, RBE i@ i S E2F &
1) S 0 S5 A 804G &, RIE2F 7+ (1 % siE
PEVL, MR AR E2F A [ %) 2 PR 5 (9 1 4, O 3L
I3 9 S5 WO BY(E2F 1-E2F3) A1 % 5% 401 ] Y (E2F4-
E2F6). WS B E2F S 5% DA -1 32 2 42 40 ) S 0 7%
WG ~S H 5 4, A58 241 i 13 NSHA® . E2F4RIE2F5
JH I 524 5 H (pocket proteins) LA 4 B S 11 I,
FNHIE2FHE 2L [H] ) A0, E2F6R A5 b B =
LHRBHE 456 1 B0 25 13, R b e s i
EFRARKI T RBE A, E2FIE2F27E2F37" =
FR(E2F'-TKO)/IN 5 R IG AT 4 41 o A~ et NS HA
FEAT A 425y 2, 3 HE2FHE L R 3 A B 5B R U2,
1B 5 S B 58 & B, E2F-TK O /I SV G T2 .
AR/ 240 f e BN IEH A oy 4t FE . IE7E
S, RBAS 1 S E2F1-E2F345 & M 1 01 il

Activators

E2FHEBE LA (1) R0, {4 M H 4t B Ja) 3 . 401k 4t
o RBEE K 1G S5, WIAEE2F1-E2F3 M4 S5 4 i) K]
T A Ry SO TR, AT R 0 B R TR (1) R A N
4 oy AR, U0 BHE2F 73 ¥ 11 B S5 B0 B0 i 4
FH B T 24 B ) 3 5 B (IR S, DT 0 428 % b 24
FRL R BG 5 % o3 A R

AT A R i B R 2 4 A, RN AL AR A
VIR R T — I ME2F#% S A 7, MR 4 LRIk
IEE RIS AT, 8 SONAE LRI B2F L S R 71450, I L
FPyrh B A JE SUE2FRS 5 R 1 (B2F 71
E2F8) (K1), 5 A fE2FE (A L, A S R E2F 3R
EIFES ) DhRe e I ALH] b A 55 1 S i) 22 e 0,
A8 /) B R PR A A e NS i it o, & e
M MEFFE RN T2 5 TILsRR K E . 48
MOREGE . A, TS DR R e A S R . AR
M A SR G T BB E2F % 53 (Rl - 7E W AL 30 Hh (1 A=
AR IRAE AT T 2538

1 FFRBE2FRE TSR

T8 0T 40 T 7 2 DR 4H 3 A7 0 58 INF, R B I A7 AE
— K 5 W RE2F /1 45 W AN [R] (E2F %% 5% H 7, I
fir 4 NDP-E2F-Like(fd #§DEL1. DEL2ZDEL3)!*!,
FE 9 358 N SRR/ B AR E2F U 5 (10 80 5 R ), Bk B
T AR T 3R E2F R A& R 3 S R 7, JEm N
E2F7, H 8 [ 451 5 #0Fg I vh % 52 (IWDEL R (A A1
AT, 5 R K e 5 — AN A LB B2F 55 A L 9
% NE2F8. E2F8[¥1451 SE2F7AELL, Hf HLE2F7A0

E2F1

Typical E2Fs

E2F2

E2F3a

E2F3b

E2F4

E2F5

E2F transcription factors Repressors

E2F6

E2F7a

E2F7b

Atypical E2Fs

E2F8

Ell IR R IR RE TR S EE
Fig.1 Phylogenetic tree of mammalian E2F family
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E2F8 ] 68 LA [A1 1 F 1) 75 203 (7] 2 5 41 A 38 5 (1)
Wz L e,

EEASEN L, W EFR S TH&H—
AN FE AR SF IDBDA— AN SR Ak g f 3k, 1 3 i 7Y
E2FE [ 11 45 W 5 s & B B A-DBDR 21, 5 4f,
E2F1-E2F51 &5 [ 45 # H ik 7 e 18 5RBEE A 45
A IR 51 1 e 20 45 #3E, TTTE2F6-E2F8 4 [
AAEAEX P& 1. JE L AYE2F & 1 28 — /NDBDH
& HDNALE & XI5 = R g5 sk, HIIEE
AIEQFER & 75 At SDPAE X R AR, 7640
Hh [ B I 33K T A 4 €458 ' B H (green fluorescent
protein, GFP)[{IDP %5 [1(DP-GFP)FIE2F1, 7] 7 4f fitl
% N W52 2IDP-GFPI 5 5, Ui BHE2F1 5 DP A 1 45
A JE N BOAZ R AR EE S o SR (R i 3
iXDP-GFPAIE2F7 % 3, DP-GFP{5 5 475 iz T 41 Jfd Jii
Ui B AR L B E2F R (3 N4 A% JE A T 2 5 DP
LEAP 3 I NTE2F7RIE2F8 37 A4 25 44 1R 43 BT, AIF S
HEHH P DBDH 7 A i B S5E2F/DP — Ak b
DBDA = A 8 1 2 [ AL B AR BL. I 3 g 7Y
E2F 4 H %8 A ~"DBDYE45 14 [ 1] B 5 E2F/DP 5
A TE R FIDNAZ &R TARRL, AT B AR RIE AR
HEE2F7RIE2FS 5 45 7 EDNAFE 41 45 &1, {H M i3

TR EE, B AT AR 3 3L A E2F /2 i B (1 E2F
FEPR S T ok, B8O BT IR A E2F &K AEDBD &
I R M B E2F 2 4 (E2) -

JE & A MWADBD, HAE M E2FEE R B
A E R E2FFE L (R 16 A, 1B AR L B2 F B
T AR RSNG| K 1. E2F7TAIE2FST] 35 4+ M th
5 BoE BUE2F R R 45 &, AT 4] g B E2F 43 7
R BOEERY . 5146, JEIME2F > TRk 2 5
RBZE [ 45 & 1 s Qs 45 M 3, TR 3R B AU E2F 2
IR 5 ST HEANV KR B 5 B B> . 8 2 GFP
oAt FAAIE SEE2F7AE2F 8 48 (A 32 2 5 7 AE Al A%
T A BIE2F 50k & 1 v 38 & A 1% € A7 Fl (nuclear
localization signal), X 1M # B E2F 8% 4 W 7ENi &
A — AT, T AE S8 (WE2F B H 7ECi 27
A N0 A% E AT B, ARX PR b ) 22 R AE
Uife bR SCAS B RRUe, 7R N 40 e, E2F7A1
E2F8 W] ¥ il [F] 5 5 53 5 — 28 A4, Horp AE2F 7 [R5 —
B RN T, HIKZE2FT/E2FSHI5 — Rk, &5
JEE2F8[F 5 — AR, E2F77E2F8™ il 4 F.(R] E ik
E2F7[A Y5 SRR RBUNIE R R AL, ME2F7E2F8™"
N A EE2FS [ Y — RAR)E A S AR B B
R, E2F7HIE2F8 — JA4 IR % il A it 2 1 49+

E2Fl  NH2- | Bl B B [ ]]-coon 437
| mE B W ma
B2Fa | mE B B [ 11 465
E2F3b T N N | [ 1] 364
E2F4 i I L
EFS [CTH | [ 1] s
o] o] )
B2Fb | N [T Jon
E2F8 | I [ Jso

|:| Nuclear localization sequence

I:I Transactivation domain

- DNA binding domain

- Dimerization domain

I:I Pocket protein binding domain

E2 ELEIEFREE RS REE
Fig.2 The protein structure of mammalian E2F family



1012

DBD%5 14 [f) 52 # ¥, E2F7FIE2F84) T HAE & — 4>
DBDI 45 ¥ KA RAF, #in] S8 S R 45 & K
A [RS8

2 EHRAE2FEEREFHRE R AT

WO BUB2F 4% 5% IR 7 (1) 3 1K 52 41 J &) 191 1 5
Wi, 32 FEAEG~S I e inF vy Sk, T S 28 (1 410 k] 28Y
E2F /3 T 1E BN o A Hh Rk AR . JE L A E2F
5 DA 1 2 08 B 20 e R B 1, E2F7RTE2F 8 (1) %
SEAEG ~S WG A ) 9 J0G, E2F7FE2F S ImRNAZK
SPAES~G 1k B s 06>, B A SL A E2F 8 1 1) 4 3
(A, JE MR E2FBE R 1 30 3 2152 RB/E2F/DP1E 518
PRIV . fEHeLaS34H i, I RB-E2F/5 5 if i
A _FJHE2F7FIE2F8[H K ik, 34k, JEAIE2F)E 5))
T L EHBFL G AL A, Gt i o 5 FLYTIE (ChIP) 45
R IR, E2F1/3/4/70] 45 4 fEE2FTHIE2F8 1) 5 2l
07200 L 3 ) TR E2F 7 ATE2F 8 ) 2 ik A 2 A 4L,
E/N R IG K B i FE h, E2F7AIE2FS7E U4k rh 3 )
W fa AR B o Rk AN 2 )5, AR R
FRR MR Ik, OGRS FL. R,
Ry 2L 3 47 o Al i R E2F L [R] 32 AR A B PR 2 4 R
KR, RAFE2F7RE2FS A NE2F 1 I #E 3 K & Bl
(), (HE2F7HIE2F8t 7] 455 fEE2F 11 J5 3l 1 b, Xf
E2F 1 (e s b AT 4% . /ENE2FTAIE2F 811 L [A],
E2FI7E 4 0 i A v (1) R 08 S E2F7RIE2F ST 3k 2
HAMES, E2F7HIE2FS[R) I @55 v] SO E2F 14£ 48 i
JE AR F R IEAE T, K, AEE2F SR 1 1 4% )
gerh ) BRVEQF 5 AR R E2F ) 5% S T AR AR B AR 1)
SR FR G, B2 B A SRR I 4

3 FHRAEFERETFRIEYFINEE
3.1 FFHRBEFEREFXEEE L 2R E AN
s

E2F S i R 2 B85 5 1 75 240 i J A 5k
SR RIS, XA EE . BT, SMENIDNARB R
BEAT . SR E2F AR 1 E 2R Y S DNA K i
R R EE R R IA, 25 9 A 3 G ~s T AN
Go~M ) e e R, AT 2 328 4 M0 0S40 Fy R0
R E2F 7y 1 EAE M PR AP Rk, TR S
JERE2F 7> 1 2 5 40 i I %, JC 2 A
M3 AR o 40, E2F7/ESHIA o AN A ] R i,
I 25 G AEG~S IR SR L R K R 31 L, 10 3 T

g Jeti R G 2R T NI 7 (ChIP-seq) 73 AT & IR,
E2F 730 45 55 EDNAJF 41 A TTC CCG CC, 5t
RIE2FR FIAL A ARk . B2F7 0] 45 & 3189/ 1 3 [ 1)
Ja BT AT AR AR AT, FA G B
BoG HE2FE A ML F, 25 TDNAK Hil fl1&
HidfE. HI, £G~Gi~SHAE SFE2FT7IH ik v K
S it BELY CE S, I3 BRDNAS % . SR 1T £ G~M 3
5 FE2F 73R %) 4 o J&] B FE A 2 gl o AT,
E2F77E 21 i J& 191+ (19 4 FH AT B 2 400 1) G ~S B AH G
FEPR 2k, AT {3 40 i 29 FSHACY, E2F7HIE2FS
ThRE Bk T 5 80 7% 2 B 40 i M DNA K il i 2 5
Wy o i R R ek HE FIChIP M M7 B, K EB4rE2F7
FE2F8(Y HAL R RE D) fe B2 5 1 48 )
W, JLH ARG ~SH i A DNA S i) i 2, DL
AR UL, A R O EFRE R T A 2 5
TIER AN 2 240 FE

3.2 EEBVE2FE: R EF X4 E I E HARY
Bz

A 22 B ATAE T AL R B i 2, 2
7 A AR I ) S AL, (BT R B R RE R, HR 5 3
ST 44 B2 H 200 D 303 20 A R R L A L T O
TRITHAEEC . 4R IR A 2293 248 31 1 pE 5 40 i
JE AR %, Horb ELRE AR 9 S . A P R
HH I RREAE 2 0 i e SEARNG A 2 TR 5 48k, 1 ANk N
SR, it 2 RIER A S R, 40P ADNAS
BRE LT, PRGN, BILEAE Y o %
B A Z RIS, 5 R AE 2 40 R ah ) At UE SEAF
TERZ N E . fEW LS, AN & s e T
— e TE A ZUE BRI, G g
By FFAEATEAZ AN, A% 9 S R A B E AT
VAN BIEf . CEAEA R, A% P9 AT BE A U 0 K
ANF RN, A% 9 B ) A BT B8R TG A2 A
M AR 5 SR A 3G I, 25 40 B X DNA B i 52
R, BT R AAZ N S G AH I & T 2 N R R
L, R RS T8 AP AR HT A TR AR R T, (ks
& 22 RV T I IRE e A S T AR,

BT A I FLEh WITE K B f R 2 1l fE v s 2
RAFEFYEZ A4k, W57 2 B 40 fi(trophoblast giant
cell, TGC)s& & B i 12 H s 5 347 1% 1 i 1 S 1k
ZAERIIANAL . TGCIFIRTE T 254.5 AR 3,
I % B DNAS I, AN HEAT 40 f A 4 2L B T
oy %, HERAH & & mTik 21 000 CLA_EP7, fFE2F
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FRFG SR PRI AR EER R, B2 W
W58 G T E2F3ERITE W FLAh A% P9 JE 1A v i A 2
YEH. /DB IE I TGCHE2FIFIE2F2{ mRNATE &
e H K B W B IR B, (HE2F37E 558.5~13.5 d
MG RE R IA B, EIRE K & I+, BE2F7AIE2FS
FETGCH 4 #%i5, 3 HE2FTHE2FS R (A & AL 1E ]
SYTGCHIN A% o il B i 25 4 M i R A Y, S5t
SRS (0SB E2F % s DR 1 A 3R L B2 F A s AE Il
FLBh WA M 2 A5k B AR AT 79T, fETGC
rh K B AR ) 3R R E2F(E2F 1-E2F3)i 14 J& (E2F
TKO), FIA 2 ARG EL 38 n o 1Hs 93 A
T E2FSE IR Rl R B Jo (E2F 7 E2F87), WK BN Z
AR LL 5 R B, 35 HE2F77E2F8” TGCIJDNA
TSEASHETe4C. SIEFHMHLMLL, E2F7 E2F8”
MR LR R 2 TR BB, 15 E2F7
FNE2F8 X L 5 D] (1) % 5 & R AP 4E H . 53 A8,
E2F7THIE2F8 3 1A fik 2K A F B Go~M I (cyclin A2)F
Miti(cyclin BIVFESFPERIEEE R L, I HKH
TGCR I A7 2L A4 2 )5 HHPS,

W 155 288 347 1 JE A 4 B A B 9% 0 B S 30 2
PR, 22 6 A B4 D 1) EU A9 il 6 6 165 1 384 4 T 44
e, 7ERF 4R, E2F I FIE2R2 [ RIETEMIE R B
B B, AR BT T %, E2F317E A J5 Rk iR
WN %, Wi e RIS, ME2F7TAIE2FSTEWT U2 J5
BPFaRERIL . 5TCGAHAL, 7540 M Hols E2F T
PERLBR(E2FT) G, 2230 22 4% 4 M L4510 164, 17
[F) ¥ E2F 7F1 E2F 845 - MR i BR (E2F 7 E2F 8 &
PAHR R AL, kol & B, E2F7HIE2F83R IA Hik 2k n]
A g RV E2 F A 5 R 1Y) 2 389, A2 23k 400 L 1) A 42 9%
ZURE G AR, AN H0H] T 40 1) 2 R A FE R
FiAk, [E R SRE2F TR R B E2F7E2F8™ /)N BRH- 4
JfH 22 A5 AR A B 1 Bl 840, RS B BTG T 2 544
ST £ A AR 3 A B i, AR P R R S R SR E2F 7
KE2FSWI/INRAERTThRE. AFan £ % 5 5 Ik
WANRILHEZER, (HIERBE2FEAZS S T A
VAN 2 5 R (E3).

3.3 IFHMBIE2FREFEMAIETE. S FE
T—HrER
E2F7RIE2FSE NE2F 1 ) $E3E [R], [R] It mp
WATE2F 1 IS 5%, RIEFESANGIE F, W E2F 5K
S FHAAE SRR A ST . 7EG~SHARE IR, B2F1 0]
BWURE2FTHIE2F8 31X, SR J5 TES~Go % 4 T E2F 7

Typical E2Fs Atypical E2Fs

Mitosis Polyplodization
(Hepatocytes TGC)

B3 E2FEERE T340 A E BAE e i A
Fig.3 The regulation of E2F family on cell cycle alternation

FE2FS A # HIB2F 1 (1) 3K IA, M1 % I E2F 175 41 ity
JE W R Y. E2F7 7 E2FS /N R E 11,5 d
SO, KM R ILE2F 7 E2F8” IR G 91 AN A7 7 3 58 i
5, (H5510.5 AR R BN Z AIRIET: . 7%,
E2F7"E2F8 TR HE2F1. p53F0 HAth B 3AH O¢ B
Rl B3R IA T, [R B m PR E2F 158p 5 37T 9500 8 T 4
i #E, RE2F7ATE2FSTE IR iR & & i A2 v m] #01
HIE2F 18X pS3 3 f I 1215 5@ i, A P T i AE
FHCT, FH DN A5 475 18 771) Ak 345 Fob ek 200 P % /) RS
6 AT 440 i, BT % S E2F7AIE2F8 2K (A I £ ik, If
HEE2F 13 ¥ b vl A& il B/E2F7AE2F8 1) 55 £E .
it X IEE2F7HIE2F8 0] 4 | E2F 1 /1) &, ME2F7A1
E2F8 A Bk 45 i BRI AF E2F 1 AE G sk R A, &
S M AR 5 TE U, HEBTaR G I RE T N
Bk B EANHIB2F 1R IA 2 4b, E2F7TFIE2F 8k 1] 3% 4+
PR 25 A B2F 1 (1) #E L B, o) S 8 T ) RS, DA
A5 R, ZEDNAT/E2F 1 3 (K 40 8 T2 i FE
f, E2F7ANE2FS 2 1 A E2F 13 1k 1) S Rl %, Ik
g B 1 4R T

A AR, RYE2FER (A Th BE 40 2
SNGOIRAN A I D IR . R4, E2FT7i%
PR R AL TG B RE B ) f R An iR, S HAT
DLFE PUE2F 15 S 3G i A T2 E . RAFE2F7/E
£ AN R R B A AL, (HE2F7
HABEREPIE2F 153 B 0 AL AW 4 L, 1 BHE2F 74E
19 5% 200 H 3 S A B2 F 1388 1 S 1R T A i 18 i, (L
E2F71%5 S 20 f 7 A H AN TE2F L. 53 4b, fE4K
ANEEFR A A R, A0 ) A . AR TR
#i T E2F LFIE2F 7RG ELfgl . R, E2F7RIE2F 12
57 £ 5 4 A PR B R A Ak AR
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34 FHARFEREFERELEHHNIER
E2F7MIE2F8TE i 4 Hh (1) 2 14 B 18 i T R i 41
21, H A AEHE2F811) 3R 1A 5 Bl 5 4 57 2 41 i (glyco-
gen trophoblast cells) /3G 47 5. 53 4h, E2FTHIE2F8
A LR R A 2K B 0% 77 2 40 i (labyrinth
trophoblasts, LT). ¥ 45 7K1K % 7% |2 41 i (spongiotro-
phoblasts, ST)YMITGCH . 5 1E# /N R A L, E2F77
E2F8" /NG T A R AR Bk b, B B3R
A F7 2 20 L SRS B, A e AT RUA2 N B Ak it g
YL A W Bk Fa, G LA UM I 1R /D W 5%
B BEA R IE (0 1 52, TGCHISTHDNAK il filfg £
I3RS T RAA RN, F HST A 1 T2 41 iy bt 45 B
& BT, UBHE2FTHIE2FS S 5 T/NRIGRIFI K B it
o AW EE2FTHIE2FSTA 1 HA & & & W /E F HLHI,
CVEE ST 1 /N BRAS TR IR A1 8% 77 )= 40 RUE2F 7 A E2F 8 [
IS R B AR, R B B R B STER TG CH FE2F 741
E2F8, LA K STHITGCH [F] B i BRE2F7RIE2F8, X}/
B 55N I B 0 G B K B B A3 W o AT AR 5 AH
HEA A H 23 I E2F T ATE2 P8l Ik (10, 4 4 5% 2 11y
YR 41 ffi, trophoblast progenitor cells), T & 3 4 B &
(PG 5 B BEAS AN LS T sk e, IS EBURARSETS,
ULHATE R 20 2 rp, B R G772 A R 4l i Hh 3Rk
FIE2F7AIE2F8X] i it & B 4T TR 15 . ik PR 3Rk i
IIMTEE B OR, #LA (E BYE2F 3ak S N TR FE T
E2F7HIE2F8 T REf G873 ¥ [FII A BRE2F3ar] 24
EE2F77E2FS /NG 3 i B R i R A B, kB
IEH R R E, HFREME2FTRIE2F8 R IA B 2K IR
JEAFIE B i, Rk, BUBYE2F 5 E S RVE2F 73 1
(3G SR N 4 5 IE 8L 0R B KRR A7IE 68 71 5
WA
3.5 FHARFEREAFEMELE PRIER
E2F7FIE2F8AE N MB2F 5K ik ik 3, X E2F#E
BN T R MG E R . E2F7E2F87 /N R
RNz BV BRYE T K 7™ 5 1) I T B o [
i} i fp S 3B E2F 10T 16 R 4m i o 723 AR, (B 347 AE
% % & S, U BIE2F7RIE2FS /] fE 3 i At 75
X5 784 RIS, 2 MG K E B E
A ) B IR 2R I A R AR K R A(vascular
endothelial growth factor A, VEGFA) n] 35 L& P B2
Y I VEGF 32 AAFLK 1 FTKDR, M A2 2k 4 52 41
LT 5H . VEGFARL R /) B2 I 8 I iG S0aE A+ 7™
ML BRI, 68 VEGFA & I A i 7% o i o

R P, E2F77E2F8" /N §, HVEGFA SR ik 1] 12
T SRS R AN EIE AN, E2F7RIE2F8 AT
WS VEGFAZRIL . SREHIESE, E2F7RIE2F8 1] B 42
5B EVEGFAR A 31 b, FEAMKEE T 3L 8 () E2F
gEA U, TR E s S VA % K F L (hypoxia
inducible factor 1, HIF)JE il % 5% B & W) 3 45 & 7
VEGFA J& )7 &, ¥IEVEGFAR#E 5%, Mifi fie i3t
I AR (B 4)..
3.6 FHBR2FEREAFAEEMARSHRIIER
RBIR T 1 28 3 (1) g 0l IR 7 2 4k, 36
Z 5 AR A, R A R R . RBRGRR
(RB™)/IN BRI 5 JEE 1 3 1 AN & & i o 3K A
R A A A 40 ), 3 I T 40 B AR RBA S 1 R
Br/NBRER BN ML, R EERR K. AR
K2 AL L 38 0 3 AE FNB bk T 4T 3 4 2
FFMAEAT, T A5, R YN BRE R AR AR I,
RB 0] {5 4 iR H 40 i J&] B3 9 2 5 2R R Ak (1 A= 0 &
BSCRAR T 2T 2 o A o1, E & 1R 340 i, RBZR (3
IS E2FE A A 1 S B0E S S 2 A, T 4
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Typical E2Fs
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Atypical E2Fs

Transcriptional activation or
suppression:

G~S transition;
G,~M transition;
Mitosis;

. Cell proliferation.

Transcriptional suppression:

Endoreplication;
Polyploidization;

Cell proliferation, differentiation,
apoptosis;

Tumorigenesis.

Transcriptional activation:

Angiogenesis;
Hematopoietic function.
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Fig.4 The transcriptional regulatory function of E2F family
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