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Frim « BRI

Activating transcription factor (ATF)iL activator protein-1 (ZJ& 3 HHRE N1 Th
%(1)s ATF 7 7 2 U —iX ATF1, ATF2, ATF3, ATF4, ATF5, ATF6, ATF7 THEk
E, ZOHFTH ATF2 & ATF7 13RO @ WESI 2 F5 5 | B Zefifk CRILL TV
HENOLITNS(2-6), ATF (X7 2/ KUIZ Activation domain, #/L 7R % 2 K
Il DNA-binding domain % £f-> T\ %, ATF2 & ATF7 O7 2/ BEAARIM: 2 71~/
EZAH INHD RAAL NZBNT 82%DFEFEIMEZ FFOHED Do 72, ATF2 I35 TE
Ve R TH CHIREIEE LD 2 FRF N TV LN, 2D 7 I L e LTHllas A k
VARFBIZ L D200 HH(H 1), BEEA b LA UV ARKIC K> THERAAS A L&
%51} % &, Jun NHoterminal protein kinase (JNK), p38. ERK 23 &4k L. ATF2
® Thr-69/Thr-71 % U T 2 FNH STV D, ATF2 O Thr-69/Thr-71 73V ik
fbEN7=FIzL 0, ATF2 IZFEX A ~v— XX cjun e Ee~Tua A ~—%F L.
DNA @ cAMP response element(CRE) & FEIEI 2 FNLIZHE AT 5, CRE IR & L=
W2 L VEREIEMNS BT 5%, ATF X CRE-binding protein & & FEEXN D, 7o, TPA
F% T CiEME b Sz PRC 12X 0 ATF2 @ Ser-121 2V Vgt Ens &, ZD
Thr-69/Thr-71 O U »EALA G S Z S, BEIEMEEZRT#E S H 2 (7), ATF7 (B
LTt A b L AREZICIEE(L L7z p38 12X W Thr-51/Thr-53 28U VbS5 F
BHBITWDB), £7- ATF2 [FEGIEMIHMEFR 2R LT, I har FITo
SMEA~JRTES 25 TRliaZ 7 AR b — v A CE S HERER(9). DNA # 2 — VRIS DEEIC,
ATM(ataxia-telangiectasia-mutated)|Z & ¥ Ser-490/Ser-498 73V b S5 FIZ &
» DNA EEICBH 5 E10, 1D LTS, L, ATFTIZBIL Tk ATF2 13 &
WFIERCR A 7 < ATF7 R GIEMEIKAER R BERE A R0 & 5 T B 7z > T
0, Fio, ZNETO ATF2 & ATF7 IZBT 2898 Tl G1/S W28 1T 2 HREMRAT 23
s 72> TEY, G2IMBITH H SNTMIERIROBRENT L A ERoT2, £ZT
ABFZETIE, B G2M I H L, ATF2 & ATF7 258 HIEITIC 54 50 8 9
INRAT 2 AT 72 > 72,



e e

ATF2 & ATF7T ©J v 7 X0 N X MR - MRRE 3~ E

btk ATF2 &tk ATF7 (2 EEH, 13 i 6 OO transcript variant 8% 5%,
ATF2 & ATF7 SHBEIHEITICB W T ED X 9 kB 2 R oD E T+ 5 412, /
VI B DRREATIR ST, 2T, /v Z U THWS shRNA DX —5 > R &
72 DS & kR L, shATF2 1% coding sequence T 13 ffiJH( transcript variant %z 4
TH—4 v kT 5055 3R L, shATF7 % coding sequence (CDS) # 4% —%4 v k&
T 5 b D L 3-untranslated region (SUTR)fEkZ ¥ — 7 v h T 502 HE LT,
2 Fi¥HD shATF7 & 4. transcript variant 2 £ 3 X —7 v N&ETDHN, ¥—F v b
Bdsns CDS 128 % shATF7 Tit, ATF7 ncRNA & 72 % transcript variant 6 =% ./ »
7By LT LUE D RN S 2 b7 KL Fig. S1A), F£72. shRNA #7454
o7 Z—L LT, EBNA-1, OriP #=2— RFLTW%, =&Y —< /AT Z—D
pEBMulti _ 7 # — 28I L7, =Y —~< /"7 ¥ — (315 B O YL @RI TR 75A F
o2 e SRUCIBHICZ THAN TN R Z—ThH Y | DNA EEN R
IZ< W EFEDbITW5S, £72, neomycin MifMEBERF HFHAIAEIL TS DT, neomycin
FHELTH D G418 # HWTHARRIN 21772 2 FIZ L V. pEBMulti-shRNA = &> —
YNNI Z—=PNEEFEANSNTMIEOBE LD HLFNTEDLI AT LERD, £7,
HeLa S3filaic bR H—% N T A7 27 v a L, EALRREZ 1 BEND
WM, NI AT 27935 A~6 HHETOMZRENL L, AR T L HF
Mzfat Lz, 2R, 5 A LN OLEMIZ, WERIZHEBLL TWD ATF2 &
ATF7T WENZEN ) v 7 XU STz ED b b FER Do - (R
Fig.1.A-B, Fig.S1B-C), = Z T, ATF2 & ATF7 ® / v 7 X 07 2 AT\ Wi~
BNDDMNE D IRt 21T 72002, £ DORER, ATF2, ATF7 2 thod /) v 7 240w
AR I W CHEBREEAE S B S D R Do -G FEam 3 Fig.1.0), £72, /v 7 ¥
7 IR Z [ENY L cell viability (22N CTENT9 % 2412 Facs Z T subG1 phase @
BIGZPFRIZE A, ATFT D v 7 Z 7425V subGl phase DEIEGN EH L1,
ZORERND, ATFT % ) v 7 X755 TR M=V AT DM 2 T FRE 2 5
nb%., ATFT 5 GU/S 2\ T DNA ¥ A — U KIGIZ B 5 Al REMER B 2 v (B8
sl : Fig.1D), S5, ATF2 K0 b ATF7 %/ v 7 X0 LAl Iz T



& LIRS R R Sz 90 5 0 ATF2 L0 & ATF7 0 )5 ASHlFa gl & 5-
NREVWENEZ BN, F7-. Western Blotting DFEERSH, ATFT % /) v 7 X v
T2 & ATF2 O X /37 BENHA T 255 RS 6 vz (B8 : Fig.1B, Fig.S1B-E),
shATF7 N % —74 v b &3 55N ATF2 OEFNIE /204, off target ZhHIZ &
HHOTIHRL, ATF2 OEAEEIL ATF7 IZEFLT0DH b0 EEZ LD,

DNA [EETT R b= A4 5 MM 2 5 3 & 0 MRS I0H S h G 528, A
RS IR D 2 LI Ko THRRAII MK SN D, 22T / v 7 XU o Milai
VN TR R A A AT D A0 MR A I O IR A 4T 72 o 7, HeLa S3 Ml o Mifa & 1
YA 7Nk 24 R E T H L GLHIORFHAS 11 Bl & Revye Ml Z [ 372 KBRS
% LR BREOMN, GL I TH Y | o> phase DFHEN L B2 WEDRE S
N5, % Z T Double thymidine block (DTB) & 515 Fiik % F THIKFEF 21772
57, FI VUL DNA A ET 2 F CHllZ S HIWIHICRIFT 2 FN T&
ELTASHWDLRTWS, HELF I VT E, 24 BRQE L2720 CliFH=
B 20% &R —EETF I VU A RE UMIE A R S S MIA kT R G &
BIZH 9 —EF IV BT 5 HTRFAREZ 0%REIC LT 5 HNTE D5, Fiz,
ATF2 S ATF7 D /) v 7 X7 AL R T A7 =7 3 a 1% 5 B BUAMEN S ZERIC
LOLENTE HRERPE NN GERFR S Fig.1.A-B, Fig.S1B-C), 5 H HLFENH
2 HEL LT T DTB %4772 9 BRZ ATFT O/ » 7 B 50 R b 2 AR FE ] 2h 5=
MENDFENZ 2 DD, MIEEEFRIENC L0 | MlEB O RGN0 <720
FIFHRPE LR T T 2FRNTRISND &, FERERIZLY /) v 7 ¥ izl
N6, [FAEIT/R Y 7 a ha Vel Cl-GERKi#H X : Fig. 1E), £Z TDTBIZ LY
M2 S HIIENCERR L, 7 I O v 2RV GIARE B2 R <8 10, 11, 12 K% o
Ml 2 [ U Facs 4 FV TRl ia)E BIETT ORE 1 2 it L7z, Z 2T 10 FFE & O Ml
D 12 BRI OMIKIZ T TO Gl HIOFIGOBIZER LI A, Ay br—b
DOREC ATF2 % 7 v 7 X0 2 LIZAIIECTIE 20%1E £ GLEIOEIG S EH Lz, Ll
ATF7 %/ v 7 27 o LIl TR, G MIoBEIRIZHE 0V B ohihoTe, Z
DHEIZELY, ATFT %/ v 7 X35 E G2M Wz HIT T Gl IICR > T 7= Miflad
FGHREADT D L0 FERDI oG8R L« Fig. 1E), £z, VU —2 10 K o
MIZIB W T, #—4y NESIAS CDS T 5 shATF7 2468 L7-Miia <k GU/S #lo
M3 2 < 3UTR fHIRICZ — 5 v F & F> shATF7 Ti& G1/S HloMfa M Z & A L
Mo 7=, ATF7 @ transcript variant6 T& 5 ATF7ncRNA % / v 7 X7 3 50 h
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TIZOEVWHHTWDLENE X 55 %, ATFT ncRNA 73 G1/S $1OHEITICEI 575 A
BEMERE Z BTz, 7272 L, D shATF7 TRIL & 512 G2/M #1725 G1 #licR > 7=
MR OEIE DI nZ, ATFT 23 G2/IM $loMiaE W TICEE CTh 5 EN b o T,
IBIZ, ATF7 2/ v 7 X7 3 5HICE 0 M HICET L7ZMlaDEIE N Do Tz
FHCEFEM L : Fig. S1IF), ATF7 23 M #OBARICEE TH 5 AIREMENE 2 bz,

M #2815 ATF2 & ATF7T DA VvF=21 VER1k

ATF2 & ATFTIZA LA =2 O U VLR Z 2 FIC X D HREZ BIET 2 FEN D
TWV5(8,12), U VEBERERE 2 A LA = AHEORSITIX, ATF2 & ATF7 23 42< [
UHdAZFE->CE Y, ATF2 Thr-69/Thr-71 (Z%f 3 % DX ATF7 Thr-51/Thr-53 &\
9 FN DD FEKF L : Fig. 3A), HtV (b Thr-69/71 Hilkz 5k, U~
fe{t X7z ATF2 Thr-69/Thr-71 & ATF7 Thr-51/Thr-53 Oii )5 % i85 2 FN T X,
F 7290 ATF2[N96IHTIARIZ L W ATF2 & ATF7 O 5 % 383 2 FH23 3 51 T 5 (13),
D DOHUEZ T, MBI o & oI, NEMD ATF2 & ATF7T DA LA =
U UL E TWD DONERITT 5 21, Mildz S H. G2 #Hl, M #IZFFH L WB %
1772 o7, BtV V(b Thr-69/71 FLik 2 H W 2GS M Iz W TR RAE R BT,
F72. PLATF2[N9GIHLAR I Lz Ny RERD E, MBlOMia T/ R iz~
LTI 0 IKENE OFELED B, & 1172 GE&am 3« Fig. 2A), FrITMlast 2 L2 L Ebh
DRI Z A TR WS b | Al AR AR M #1238 T ATF2 Thr-69/Thr-71
& ATF7 Thr-51/Thr-53 73V VLI FR Do o, £ TRIZ, EDO LD exF
—EA M#IZEWT ATF2 & ATF7 O U S FR{EIZEAD 2 D Z gt L7z, M #I CHE
7L &N TWw5h Cdkl, Aurora A, Aurora B, Polo-like kinase 1 1 E DL EHI%
S BN IR Lo fiiaicdsin L WB 21772 72, M W A LRI B LER 2 4 %
EMHNTHEIT LR RADATREMEDRN B D A, 7T 7V —AREAITH S MG132 & H
WT M B i NS 2 [FRH U 72 £ SEAZIRINT 5 HIE TEREZIT R o7, BHIE
EOWFEIZ, Cdkl OFHEAITH S RO-3306 # ANDHHEIZEY M HITROLILD ATF2
Thr-69/Thr-71 & ATF7 Thr-51/Thr-53 VU U EE{LIZE L < b3 % FE¥bor-o 72 G&
FeFmC : Fig. 2B, C)y TNDHL DA VA= 2 ETeT I BREA 2T L& = A, Cdkl
WEoTUVvEBbasnsd7 2V BRESI THD Cdkl 2>y HA—T 2R
(S/IT*-P-xK/R) & —Et 2 H N b oo, & b, M OMIEIZ BTk, ATF2 & ATF7
N MAP ¥+ —EXPKCIZE D U Vb ENHENAHNTND (T, 8, 12), Zih

-5.



DX F—BIZLHHIEHR B D02 E 2 PERD 22, FAROEREITIRo72, Lol
N5, p38, JNK, ERK DOFHEHITIE ATF2 Thr-69/Thr71 & ATF7 Thr-51/Thr-53 @
M #1V IR Lisso T2, £72, PKC OFLEAITH 5 Go6976 % JLER L 7K
IR VA= O ) CRRITEDET, iU Ml Thr-69/71 HFUA TR S N D3 RV F
W27 b LT=(RBFEim L : Fig. 2D), 2N H0FERENS . M #IZB W TIE, MAP £ —
X PKC Tlid72 <, Cdkl {Z L > T ATF2 Thr-69/Thr-71 & ATF7 Thr-51/Thr-53 @ U &
e Z DFEIRB SN, I, Cdk (X251 H D HEERTIZDOIIC, ATF2 ¥
AT T 23 R(ATF2-wt), ATF7 #7487 2 3 R(ATF7-wt), AL A= %T 7 =1
EHRLY VB INRWE DI Lz ATF2 T69A/TTIA 7 ¥ K (ATF2-TA)., ATF7
TS1A/T53A 28 BAR(ATF7-TA) & {ESL U 72, ATF2-wt X% ATF7-wt & #:(2 Cdkl X% Cyclin
B D77 A3 K% cotransfection L CH AL A =DV VE(LIZ R Loz, Lo,
Cdkl & Cyclin B & ATF2-wt X% ATF7-wt & triple transfection L, M HAHEDIRAEZ1E Y

HLZGEAIC, ALA=r0 ) UML) BT 5 F R b (KL : Fig. 3B, C),

ATF2-TA X% ATF7-TA 77 A REHWTRBEOERZ1T/H->TH U Vgfbix BH L

IR o (FERKF L« Fig. 3D, E), ZALH DfERMN G Cdkl & Cyclin B DAY ATF2
Thr-69/Thr-71 & ATF7 Thr-51/Thr-53 ® U V(b 209 FER o7z,

MBI TR OND ATF2 & ATF7 © V) VER{LNE Z 5 RFiH & J/TE

ATF2 & ATF7 BWEAERZTEE L TWD 0 E 9 0T+ 5 7= o1, Ml NIERIC
FEBLL T3 ATF2 X% ATF7 Z 5%k L, 22 O %5 FRHT{K T Western blotting
(WB)&AT 72> 7=, % OfEH ATF2 & ATF7 S EUWICIEE LR S =505, ATF2
& ATFT BDEAEREART 2 fRelENE 2 b 7o (&KL @ Fig. 4A, X 2), Mz T,
FEEFH O & M HICEHE Loffaz HE L, $1Y UBR{k Thr-69/71 HUiRIC KL b
a4 o722 2 A, M HIEFHIICI VT ATF2 & ATF7 O R Sz
FNO MBNZBWTATF2 & ATF7T O GAR Y UL STV D FENR < R Sz (8
Fimi X« Fig. 4A), %Iz, BV VB Thr-69/71 fifk & i Cdkl HifA XiZHi Cyclin B #t
KERNT, NEEO A VA=V gk & Cdkl/Cyclin B O eta 2170 >7-, %
DOFER, MBI OMILICB T, ATF2 & ATF7T DA LA =2V Vg{k & Cdk1/Cyclin B
NIRRT HE N D)o 72GEF# L« Fig. 4B, 4C), *7=. ATF2/ATF7 OJEfE & U
WAL STz ATF2 & ATF7 O JRfE % i d™ 2 2512, HT ATF2[IN96lFiik L Y i1k
Thr-69/71 Hifk, HiV v lkfbe 2 k> H3 Ser-10 Hiikz AW T 21772 -7, #i
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ATF2[N96lHLKIE ATF2 & ATF7 O 7 238k 25UATH 523, MMloMIgIZs
TN TRABNBIE SN, SOOI ZFE LBIET 2 L. mifllnsi
HNZ T TR I RTEDN R b, #EHlce 5 L ek BIC/RIEL T\, $1U Uk
Thr-69/71 B TYett L7 5 R T, B S BN T THROEDEIRE 2 R+ F 03
Mo T-(GEFFwm L« Fig. 4D, M 3), £7-. t A h> H3 Ser-10 i3 M HiE{TIc HE /= L
SND Aurora ¥ —BIZ Lo T UL SNDERFDONTWD, £z, £D U B
IR E ORI B NT TROND DT, HY VEke 2 o H3 Ser-10 #t
BIEIMBO~—h—L L TELHAVLENTWD, BERORFBRICLH 525, M oM
(2 Cdkl OAEHITH 2 RO-3306 Z LT 5L A LA =DV b3 EADT %, L
722U Aurora ¥ —EDOIEMLEHTH D ZM447439 2 L CTH AL A=0D Y
BRI LT o - GE RS Fig. 4F), E7-RefRn 6 2T oM
WZBWTALA =00 VIR EA LT TH A R H3 Ser'10 O U (LA
<R BNZROHIBISIFAE L T 2, ATF2 & ATF7T DA LA =20 UEgfklTe 2 b
H3 Ser-10 ® U Vgt X 0 A LR WA S Z 2 F M El S /- B EGRSC: Fig. 4E),
ATF2 & ATF7 O A LA =2V U FE{kld Aurora % —BIEEORE L Z T 20 ERH
Zbhb, &5, VU@t ATF2/ATF7 & cyclin B & ORERETEL RTIZ0IC,
metaphase-anaphase transition D ER &2 177272, A KL F = vV RA LV N2
% S % Monastrol &9 AL THIAD 2 32 P HICIRFH L. £ 212 ZM447439 Z il %
HEHIZE D slippage &t Z S, MEISOV SNSRI 2t 5 R & VT,
ZDOFESL, Cyclin B O3 & 42 ATF2 & ATF7 O A LA =2V UEEAED LT
HERMG BN T=GERIR L : Fig. 46),

INODOFRERNS, ATF2 & ATF7 O A LA =2V VERMEIE M #IBR A D BB >
HHINZHT TRE TV DL ERDNSTZ,

G2/M Hi#fTIC RT3 U VER{L ATF2 & ATF7 O#&E|

M H#ITORLA=0D ) UEbiE ATF2 & ATFT Ofi 5 TR LN TR, v 7
X DEBEG, ATF2 L0 b ATF7 O 575, MR R-CHaE M~ 5 53 K& v
FNEZ BN DEEFEHRL : FigllC-E, Fig: S1F), 2T, G2/M #5515 ATF7 @
BB Z AT 5 HEICHE Uiz, MIEEETBRICE T, M#ITAaLRE ATR7 O
U UBBEIS ED X 5 I EE R FF > TV D DI EINTT 5 &12, ATF7-wt & ATF7-TA %
NENOFEFBAREEERL L2, T F T A 27 U VBERTHD FF A2 U v
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Dox) W 5% T, AMNOEABAZFHERI T LV AT L TH D, 1FR LMk
ZAWT WB {772 o7-& 25, Dox #HEIZ LY ATF7-wt X% ATF7-TA % ZhEh
FCEIICHBTE DER DT, £/, ATF7-wt 23583 B L 2BRITiX, WIEME
DAL= L@ Uy 7P R 67383 3 : Fig. 5A, Fig. S3A-B),
% Z T, Dox Z¥ML ATF7-wt X% ATF7-TA %R S EHIENREELBIE LZ, &
YA ORER, mE L b MO CIIENICREN A LIL, M #loFi#is b %I
T IR ICIE D - T e A R L, SNV itk BIRE L Tz (GE %
#3C : Fig. 5B), = 0%, M #icHiF 5 ATF7 Thr-51/Thr-53 @V »E&{bi% ATF7 D)5
TEICEZ B 2 7 WER D)o T,

w2, M HICTR LD ATFT OV UL MRS AT IS B 53 5 00 & 5 D& ffbT
%2512, DTB T ATF7-wt X3 ATF7-TA FHEREHRMBEZFH L, FIJr2HBNT
AR E 1 2 BB S, £ D% DML WIETT DR % Facs THREHT L7z, Dox 135 I ¥
v EBRSERIEIM Lz, PI Z#HWT DNA O — 27 Zf##r L, fik A > H3 Ser-10
PR T A Yt L, RS-z M SR s L TEAZHEH Lz, BRkoH
TIEF I V2RV T 10.5 FFH#ZICE T 5 M BHIOBIE 19% TH Y | 11.5 K% T
%, G2/M ¥z 817 T G1 TR - 7o Hifa 2y 24% T 12.5 FefEl# O Tl G1 #loE
BN 62% Tholz, ATFT-wt Z 35838 L 72 MR CTIEBIER & [7 U K 5 ISR E 1) 53
TTLTOWL RN, UL, ATFT-TA % 35853 L= Mk % 3 fEiER L
Rt L7 & 2 A, 10.5 B[l Oz 31 2 M HIOEIG A 2~11% T, 11.5 B D
G1 HIOEIED 9~14%, 12.5 %O G1 HOEIA 1L 16~37% Th > 7= G
Fig. 5C, Fig. S3C-D, S4)., & 512, G2/M HIOBITIZ ATFT OV VLD 5008 5
DN RIS ARNT 5 %, RO-3306 & AT late G2 HIZHIlAZ [FFH L. HiAaE % 7
Bl &8 M #~E4T S872, Dox 1Z RO-3306 ® U U —A %4772 9 5 KR HLEI L,
ATF7-wt X% ATF7-TA Zi5 5B S 7z, ZORR, ATFT-TA 25895 & G2 #
B M BNCBATT DO EIE N LT, M BIBIIAARIET 5 ERbh- T
(EFEm3C: Fig. 5D), £7-. NIEMED ATF7 BFEEL T D HE) S, ATF7-TA 73 K 3
FTURNRATT A TIRE LT EEZEZ B, ZUODORELD . ATF7 OV 1l
25 G2/M I OHEEITIZEE Th 5 FARE S L7,

ATF7 OV VB LIZ X B Aurora > 7 F Y v I ~DEE
ATF7-TA Z# BB ST 2LV G2M HOBITNELE L=, REBENEE DD
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MEHLMNCTE TRV, M #IZEIT 5 ATF7 OV Uk OBE % SIS fET 95
BT, ST EU VAR 2 —DERETIR ) FEFE L, L, ATFT %/ v 7
By 9% L IR R 3 R T LR W GERR « Fig. 1C, E, Fig. S1F), il
JE DTN IE L TE A RO FERMEN STz, TD%, WEWD ATFT % ) v 7 &
7 d 5 K VRTINS, Dox ZIRNNL ATF7-wt XX ATF7-TA Z%H &%, DTBIC L5
FEXTTF IV L RO-3306 2 HIWERIFAZATR 5 7w b 3L 2 AN Tl 8GR
X : Fig. 6A), 3UTR k% % —7%5 » k&35 shATF7 ZflifdiZ Transfection 35 &
I G2/M HIOHMEATICH BN B O 7= Fh H KR : Fig. 1E), 3'UTR k% & —
7 N3 5 shATFT Z8IR L=, £/, WBIZE D /v I/ X T U L AF a2 —RN T8 2
TWAHHEEMERLI-CG8FEiRm L : Fig. 6B), ATF7 %2/ v /7 X0 LIERFICR OGN 5 555
% OIRHIN A~ DB T+ 52512, DTB 2 AW CHIaRRZ1T 2, FI2 0 Y
— A 12 K OMIIZ BV T G2M % 11T T GLIIC R - T & 7fifa FI 4G % Facs
ZHWTHT LTc, ZOfE%R, ATFT % ) v 7 X0 LTeFIZ X VD Lc Gl HloF
B3 ATF7-wt 2Bl S 2 FIC L 0 [ L ATF7-TA OFHBLCIEIE TE o 72 (38
Fam L : Fig. 6C, S5E), S 12, ATF7T % / v 7 X 7 2 Lo $FiZ X 0 MO 2R R
L. subG1l phase OFMEAE 2 573, £ 5 OBLG) ATFT-wt OFEBUT LD L A%
2 — 34, ATF7T-TA TIE L AF 2 —TERWER 15 57z 8K L : Fig. S5C-D),
INHOFRERIZE D  ATFT O U {23 cell viability <Cififia B OHEITICEE TH 5
FDRI NI,

W, ATF7 % /) v 7 B 7355 E 0 M #~OHETRT D Oz iRl 4
H7-0IZ, F Y& RO-3306 & W72 [FF 21772y RO-3306 A [\ z 40 75 1% il
faZzEL L, ATF7 L [FRIFECY VB e A b2 H3 Ser-10 O LYt 21772 572, ATF7
w7 F o LEAIITIEY gkt A b H3 Ser-10 O¥afgIXIFE A E A LN
720 - GEFKm 3L : Fig. 6D), Aurora )+ —1tE 72t A k> H3 Ser-10 ® VU Vfgfb 21T
729 G ATFT OV UERMEDS Aurora 7 —E OIEHEICHET 20 E 9 WB T
e L7z, Aurora &7 — ¥ OIEMAEIE & LTH Y VBEE Aurora FiikZ i\ o & 2 4,
ATFT % /) v 7 X7 3 H5FICE D Aurora ¥ T —ED U VL3 L, ATF7-TA C
1272 < ATF7-wt Z BB SE 52 LY Aurora ¥ H—ED U UERLAEIE L7ZGE
X: Fig. 6E), 2O DOFERNL . G2IM BOBITOREIZ, ATF7T © U VER{LIZEE T
H Y. Aurora X T —EBDOIEHICHEET LI ERN DT,



e

ARBFFEICF T, ATF2 & ATF7 78 Cdkl-cyclin B & KO HHOILE Th 5 FH3H]
bk irode, £72 M HIHTHIOF TH RWKHI L7 BT T, ATF2 @
Thr-69/Thr-71 & ATF7 @ Thr-51/Thr-53 23V Vb SN B F R Do 72, ATF2 &
ATF7 IR C L 21 MH#ITY U ERfb SV, ATF2 & ATF7T OENEND ) v 7 X0 T
&0 AR RO JE A T IS T e s, ATF2 L L ATF7T 0/ v 7 X'
ANCKDNRD T E 0T, o, MBITY Vb En2nE 912 Lz ATFT-TA A
BREFRBIT 2FICLY . WIEMED ATFT BFEEL TV AICH D LT, G2/M Hloit
ITMIBIE LT, 612, ATF7T O/ v 7 X7 L AF a2 —0DFEBR LY Cdkl-cyclin B
OEAKRIZE W Y vk STz ATF7 78 Aurora 7 — B OIGHEICEE L M HiB4AIC
BhorENRE SN, G2M HICHE W T, ATF7 & ATF2 1% G1/S # & 13iE > 7- B HE
EROFENRE 2 L DGR : Fig. 7).

IHET, GU/S HIITEWTA ML RRIEDRH - T2FFIZ, 72/ Rl & 5
Activation R A A > PUCEET D ATF2 @ Thr-69/Thr-71 X% ATF7 ® Thr-51/Thr-53
WY UL EN D FENIREIEEICEE TH DL L WO MERH 7-(8,9, 12, 14-17), L)
L. G2IM #liZ31F 5 ATF2 & ATF7 OB 2 L7z E 13T & A Eehodz, BIR
EWFEIZ, human ATF2 & human ATF7 137 2/ K&sflliZ & 5 Activation domain &
TV % L RKIANC & 5 DNA-binding domain THI[RIMED i\ (FE 7% 5 : Fig. 3A, Fig.
S6A), ATF2 X2 5D domain &5 L THFHMENRH Y . NEMELIKRIZ/ZR > TV D
M. GTARENIETRDHFICLY, XA~ —E R LG EZ~7(18), £/, 7
7 A LA E1A, HTLV-1, HMG1, c-jun 72 &7 ATF2 ® DNA-binding domain |Z
EETDHHELE, A NLVATEMEET S MAP 7 —FI2L W ATF2 DAL A=V~
f#{t. %}, DNA-binding domain 2MEMALT D F 3 AN Z 0 . ATF2 (3 MAL
S5 (18-24), G2/M HIBRAAIZ B\ Tk Cdk1/Cyclin B AR M MG ICEE CTH

D, F£7-late G2 #in 6 M O % F T Cdk1/Cyclin B A RIZIEMEAL Uik~ 72308
2V Ut A ERE LA BNA TN S(25,26), ABFZET, Cdkl/eyclin B EAKIZ LY
U Ut & 7= human ATF2 & human ATF7 @ X L 4 = U7 513 MAP %) —F(2
KOV b EZ T A VA=A LFRICTH LD, M HITHRLNAD Y Uik d
ATF2 ° ATF7 DIEHEALICEE 2D TH D L BZX HiLd, £z REREOFRER LY
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M HIOMMIC BV TYeafk iz ATF2 & ATF7 DA LA =2 UIRbIZ RS-
=i L : Fig. 4D-E), T b0 HEEEbHETEXH L, ATF2 & ATF7 28, G1/S
HIZHB T 2EERF & L ToMEE & I3, M 821 2 LR LS o g L
nucleocytoplasm (ZFF1ET 5 72 AE < BIZHEA L M HIBHEAC M IHEATIZRE G- LT\ %
HNEZBND,

ATF2 & ATF7 i3 M #I2B W THE U X 912 Cdkl/eyelin BEAKIC LY U ok &
NTW=GEER®RL : Fig. 2, 3,4A), L L7l 5, human ATF7 %/ v 7 ¥ L=
FZR Y R o oS & MaE I EI T E X human ATF2 © ) v 7 #0 &
DR Lo -G8 £ : Fig. 1C-E, Fig. S1F), ATF2 & ATF7 O7 2/ FRECA
G LT & X, ROy & VR F VR EA T REMEMER WO T, ZOFICL
DB RITENDR RGN DTIERWNEFZ X NS, £72,ATF2 & ATF7
X TN 7 Z T L MBI ASTCilOBEAZFHIIT &, EhEnn/ v 72y
Y ED HE LW M BIETIHS R SRR : Fig. S1F), Lo T, M #li#Ef7ic
BWT ATF2 & ATF7 BHENZRIRZ T Z &R E 72, Human ATF2 &
human ATF7 1ZZ 2302 13 ., 6 fEFE D transcript variant 3% 5 N E 50TV
%, KA TRV shATF2 1% human ATF2 4T ® transcript variant % / v 7 %4
YTCELLOTHY, shATF7 IZBI L Tk SUTR SEIKIC Y — 7 > MESINHDHH DT
IZ transcript variant2 & 3%/ v 7 Z v L, CDSfHIRIC X —47 » FEHINH D H D
Tl transcript variant 2 & 31212 T transcriptvariant 6 & / v 7 X v 9 5 [ Helk
NEZ BTz, shATF7 (CDS) TIEMAHIC GLEITOT L A M35 &t Z STz
2 M #1225 GL#IZ 2T COMITMNIL 2 FEEO shATF7 L 4RI LD ICEZ > T
7= (G&ZEmC « Fig. 1B, Fig. S1), %7, ATF7T-TA ZRAKZFERB TS5 L KIS b
FAT 4 THEBEI, G2M HIOBETRIH STz, Wiz, ATF2 L9 L
T2 LA, human ATF7 D72 A< EDO U U by M #I6 GL Hl~DO#TIZEHEET
HLZ EDBDLND,

ATF7 ® DNA-binding KA A v & KIBS o~ T AFEF L, REBRIZENTH
FRICIRA 2R RSB fidnl sz S ns BmERH 5@, 13), Ll
DNA-binding domain #Kii&H72 ATF2 O/ v 77U b~ AT, AENTT
FACELRENHHQT), F127 I/ KO ARA VA =027 7= @H L7z TAE
ViK% ) v 7 A LT ATHEMTHY (2), EHIZATF2 & ATFT OX TV ) v
70 R TATIEI HICHENREL, BIEHO 11,5 H~12.5 H THRIZEY EEN
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HHEN72N2), Lo T, mouse ATF2 & mouse ATF7 TG VR DA S8 1 Z EEEL 2 14555
EHSOTWDLENRDND, £7-. ATF2 & ATF7T Oi G OMie w2 L=/ v 77U
~ 7 2O EHIF#IEIE culture 21589 T 2~3 HE DHFIMGHIAE Z D 7K h—v
2T HHMBIEZ DM, THIZEETH LT O L TW AR b IFE Tl ST
52, ZNHOFERLY . mouse ATF7 |3 human ATF7 (% & DA R 4+ > T
W72 WEERE 2 5172, Human ATF7 (X 6 fifE 0 transcript variant 73 & % 73, mouse
ATF7 |¥ transcript variant 235 S CFHE 57, human ATF7 & mouse ATF7 7
R RSN A T D & VAR LRI TR S %E ) Do 7o (K FR L« Fig.
S6B), transcript variant X°7 2/ BEESIORE S OB WLV B &~ T R LT ATF7
DIEEENIE D D TIERWNEEZTWD, E7o, ATFT O/ v 7 20 Ak 2 RS
LENTERPoTH, T —< /7 Z—|Z shRNA Z AT, FEREIR AT 72
DSHETHEHMMIC , v 7 ¥y ShclazEy b b REMAL TREERR X : Fig.
1A,E,6A), D%, KigXTO/ v 7 XU OFRERNDLEIILYD 7wy
B= KRR L L TORIMIEN TRV ERREND,

ATF2 ° ATFT I3FEX A ~— T cjun R EDMD AP-1 77 IV —L XA ~v—%
RS 2 FRH ST 59, 28), EEE, ABFFEIZIW T b IERFHOMAL, M H o
D)5 T ATF2 & ATF7 2L E R L7z fE R 035 b7z, In vitro ®R T ATF2 &
ATF7 DfEA LTV AR BMEINTND(29), /o, MAP ¥ —BIZkV 7 I /K
DALV A =N VLIRS FIC LD 2 X F AL MR S ATV S H
MHIHINTVNAH(30, 831), S DIZAMZEIZEB W T, ATF7 %2/ v 7 X7 35 HEIZL
D ATF2 O7- VX< HEICHEDNRLON, EZ20HE LTATF2 %2/ v 7 XU LT
b ATFT O 7= jE < BRI T O BN b - 1- (6% : Fig. 1B, 6B, Fig. SIB-E),
FERBZRMEATIIAT 2 T RS, ATF2 & ATFT BRE A ~—IZR D5 FIZ LD, ZhEho
HEMEICHEBEL WD FELEZ LN,

BURIR VRIS, AFFEICBWT, MBITR 515 ATFT O U (k7Y Aurora 7 —
TOEMEICHEE L TOWDHEPRREN DT — X 033 5T % GEXKm X : Fig. 6E, Fig.
S5F-G), Aurora ¥ 7 —E 77 I U —|% AuroraA, BC ® 3 > Tk I T\5, KR
Aurora A I3 oncogene & L TERA o3 AMERRICHELL . &> bu Y — ADOREEE T
HREZ L. G2M HIOEITICHEE R X T —ETHLIHEPMON TN 5H(32), Fi-,
Aurora A 23 ERE L 72V E M HIBRAEDIEIE I Z 5550, 7R F—U ARG &I Sh
LA L H5(33-35), LoT, ATFT %/ v/ Xy LIEHIZ KLY Aurora ¥ 7 —E D
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IEVEDNRD LG ZKam 3L - Fig. 6). subG1 phase OO EIE A F&H L GEE#H X : Fig.
1D). G2M o7 L A b3 Z o 7= (8K im 3 : Fig. 1C, Fig. S1F) &\ 9 ATREME N 2
55, Cdkl OIEMERIIHI S5 & Aurora A 7 —F OIEME S ] <415 23, Cdkl
(X Aurora A % U UL L7a E ST\ 5(36), F£7z, B A b H3 Ser 10 i%
TEVE(L L72 Aurora BIC X0 U UL 42 VA S LTV 5 (37-40), AL CIEIEME
fEL7= Cdk1 2k ATF7 Y &bt A b2 H3 Ser-10 ® VU U E(LIZHE4T L Cile
ZORERMDIELN TV D HED S GERFHR L : Fig. 4E, F), ATF7 ® VU “ (LA Aurora
F =D EFRICAIE L, Aurora ¥ —F OIEESCLEMEICE S LTV DD TIZRW0 )
LEZBND, MA T, ATFT OV Btz L7c M HIo#ITIC T 07 7 Y — L0
FINEEST D0 E 9 a5 51, ATFT-wt X3 ATF7-TA #5EEHMaKIC 7 0 7
TV —LHERTH D MG132 LB L, MlaE T O % Facs TET L=, £
DFER MG132 fF/E F T ATF7-TA 25 & 25 M #IBRAA DOFRIEN = 5 ITHER L7 (38

3L : Fig. S5H), MG132 1Z M HiBtAC M #l D #1238\ CTHIME 2R AL A THES T
T 541, 42), Lo TMBIFBICIE N T T BT 7 Y — MEHKFIZ, ATF7 O
U W62y Aurora ¥ 7V VRS HENRE ST, ATFT LiEME(LE Tz
Aurora ¥ —1, XIIZDOIHE THS INCENP X° TPX2 % L OMIZEHHERH 500 E
IMETT HHFICTL Y, ATF7T OV b ED KL 512 Aurora ¥ —E OiEMEIZE
HA 200, SR A D =X LEHPTE L0 TIERVNESFZ LN D,
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FEE - 5

TFAINR

- pEGFP-C1-ATF2-wt (wild-type)

- pPEGFP-C1-ATF2-TA (T69A/T71A)
pcDNAS/FLAG-ATF2-wt 1% pcDNAS/FLAG-ATF2-TA ()5 ATF2-wt X IZ
ATF2-TA Z 8]V i L pEGFP-C1 (Clontech) 7 % —|ZHAIAATZ,

+ pcDNA4/TO/puro vector
pcDNA4/TO vector 7> 5 Zeocin-resistant gene % 4k <. pPUR vector (BD
Biosciences Clontech) X ¥ )V i L 7= puromycin-resistant gene % flAIA A=,

* pcDNA4/TO/puro/ATF7-wt
pCR4-TOPO-human ATF7 (Open Biosystems) X ¥ ATF7 ZHtv H L. HindII-Xho
I %1 kT pcDNA4/TO/puro vector (ZHLAIA AT,

* pcDNA4/TO/puro/ATF7-TA
pcDNA4/TO/puro/ATF7-wt @ Thr-51/Thr-53 | site-directed mutagenesis T
Ala-51/Ala-53 (T L 7=,

-+ pPCMX-Cyclin B1(R42A)-GFP (provided by J. Pines) (43)

- pUHD-P1-Flag-Cdc2(AF) (provided by R. Y. C. Poon) (44, 45)

[FFARZK - FLEA

Thymidine (DNA & %P %E; Sigma). R0O-3306 (Cdk1 FH5; Calbiochem), SB202190
(p38 BH5E; Calbiochem), SP600125 (JNK [H; Biomol international). U0126 (MEK
R Calbiochem), G66976 (PKC [HE; Calbiochem), MG132 (' u 7 7 Y — ARHE;
Peptide Institute, Inc.), ZM447439 (Aurora B [155; JS Research Chemicals Trading).
MLN 8237 (Aurora A FH%; Selleck Chemicals), monastrol (% [5; Enzo

Sciences),

71K
Phospho-ATF2[pT71] (U > f2{t ATF2 Thr-69/Thr-71 & U > f&{t. ATF7 Thr-51/Thr-53
D5 %3R5k ) #9221; Cell Signaling Technology)., ATF2[N-96] (ATF2 & ATF7
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D 5 %3853 %) (sc-6233; Santa Cruz Biotechnology, Inc.). ATF2[SS16] (ATF2 %
BRI T D) (A4086; Sigma-Aldrich), ATF7 (ATF7 % B MICE#KT 5)
(SAB2500131 & HPA003384; Sima-Aldrich) . cyclin A (clone CY-Al, C4710;
Sigma-Aldrich). cyclin B1 #4135; Cell Signaling Technology). phospho-CDK1[p34]
(sc-574; Santa Cruz Biotechnology, Inc.) . CDK1[p34] (sc-574; Santa Cruz
Biotechnology, Inc.) . phospho-Aurora A/B/C (clone D13A11; Cell Signaling
Technology). Aurora A (IAK1, clone 4; BD Bioscience), Aurora B (AIM-1, clone 6; BD
Bioscience) . phospho-histone H3 Ser-10 (clone 6G3, #9706S; Cell Signaling
Technology). « -tubulin (clone MCA78G; Serotec). actin (clone C4, MAB1501;
Millipore), F£7-. WB ® —&#$ifA L LT, Horseradish peroxidase (HRP)-F(ab’): % .
A e Yt o Rtk & LT, Alexa Fluor 488-, Alexa Fluor 546-, Alexa Fluor
647-1abeled IgG (Invitrogen) Z {# F L 7=,

Mifa & B FEA, MERIER

HeLa S3 #lfii (Japanese Collection of Research Bioresources, Osaka). 7 k71 7
J U7y t— (TR)-%#l HeLa S3 ffifd (HeLa S3/TR, clone A3f5) (46, 47), fEH
L7= ATF7-wt X1 ATF7-TA #5358 BLM itk (HeLa S3/TR/ATF7-wt X% HeLa
S3/TR/ATF7-TA)I% 1% fetal bovine serum (FBS) & 4% bovine serum % ¢ Iscove’s
modified Dulbecco’s medium (IMDM) CTH;# L7-, —iBPEO (5 7E AL, linear
polyethylenimine (25kDa; Polysciences, Inc., Warrington, PA, USA) (48) % fv /=,
ATF7-wt XX ATF7-TA O7 s %A 7V U iFEER OME 2 E 9 % %12, Hela
S3/TR #ifZiZ pcDNA4/TO/puro/ATF7-wt X1 pcDNA4/TO/puro/ATF7-TA % 8 <&,
350 ng/ml puromycin THHRIRZ1T -7, T F TV A 27V U FELRTH D
Doxcycline (Dox)% 1 pg/ml OFEFE CHIMT 2 FIC L 0 FERI LT -T2,

RNA F#

shRNA # T ATF7 XX ATF2 O/ v 7 X0 %4778 o7, ATFT ® SUTR IZF
N 5 ELF| T & % [5-GCTAGATTTGATGACATATTA-3] (Sigma MISSION shRNA
library) & ATF7 @ CDS IZ& N 551 TH %5 [5-GTCACATTACTACGCAATG-3'],
S HIZ ATF2 @ 13 fEi¥H D transcript variants O R TICH E N H B TH 5
[5-GAAGAAGTGGGTTTGTTTA-31D A4V X7 LAF REfE Lz, Zhbx T
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pENTR4-H1vector (provided by Hiroyuki Miyoshi) (Z#1A A A 72, RIZ EBNA-1 % =
— R —< X ¥ —Th?d pEBMulti vector (Wako Pure Chemical
Industries, Osaka, Japan)’» 5 CAG 7' mE—4% — %% L, pENTR4-H1-shATF2 X
1T pPENTR4-H1-shATF7 £ H1-shATF2 X% H1-shATF7 %z pEBMulti vector (Z#H
A A72, HeLa S3/TR #ifid, HeLa S3/TR/ATF7-wt X% HeLa S3/TR/ATF7-TA &%
FEIEEIZ pEBMulti-shATF2 X% pEBMulti-shATF7 % —idfh: 2388 <. 600
png/ml G418 THAEIREZITV ) v 7 XU v I -fifnzEl L7z, pEBMulti vector
DO—1wMHI AT 72 - 7= HeLa S3 #ifidlX, 600 pg/ml G418 T 5 H[FLEET 5 FiT
LTI,

Za—H% AL hA Y —

Mz R Y Y AU XV R L 4% paraformaldehyde (PFA) % 1 FFEJALEE3 5 =
WX VMR AEEE L, 7T0%T %/ —/LZ& H\WT-30 E CTHImAEE 21T - 7-(47, 49), D
#%. 0.1% VR =2& 3% bovine serum albumin (BSA)% & A 72 phosphate-buffered
saline (PBS)IZ X ¥ =R THIH 21772 572, 0.1% Tween 20 % 7 ¢» PBS THllla & ¥\,
— PR & L C anti-phospho histone H3 Ser-10 % —FF & &8, & D% “RPUK &
L T Alexa Fluor 647-labeled IgG % —FFHALF L7-, F7=, 100 pg/ml RNaseA & 50
ng/ml PT % 37 J£C 30 /3P4 5 FIZ LD DNA %t L7z, 1 o 7> & 5000
MimLl EAE L. Guava easyCyte (Millipore) 7 & —44 k A kI —® 488-nm blue
—H—L 640nm red L —H¥—% 7=, Guava easy Cyte CTHUS L 77— ¥ %

Flowing Software version 2.5.0 (Perttu Terho, Centre for Biotechnology, Turku,
Finland) Ci#dT L 7=,

e [R5

HeLa S3 #fifitli3 HeLa #fifie o> #EAf CHAMFEIFRME (B L, M8 AT (0@ L 72/l <
& % (47, 48, 50-52), HeLa S3 AfdiC 4 mM 53 ¥ % 24 BERALEES 2 HC S Hi 9]
WZRIFA L, PBS TlEo7cth, FIVUABFTERWVWAT 4 U AT 11 KA »F2X— |
L7z, % Z T mitotic shake-off 4772\ EUX L7zl z M #loMia s Lz, &5t
DFHEELELT, 4mM FI V0% 24 FEMLELL | PBS THEWF I VU 2B ERWAT
4 AT ORFMEER., S5I24mM F 3 V0% 15 BRI 55T S MY o [FIFH
17072, 0% PBS THllaZ e W MlaE it £, A7 4 7 AT 10 R (G2
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W~12 BeRM #DER R Lila Z [FIN L7z, £72. G2IM HIOBATAFE L < /D8I,
4mM F I V& 24 RERLEE L, PBS THllazii~72tk. FIV U E2EER0AT «
7 ATC 5 BRI A A v F 2 _X— kL, £DO% 9uM RO-3306 % 10 BefALH L, Hif
% late G2 WIZIRIFH L7=, % = T Ca2* & Mg2% & A 72 PBS (+) CHllia 2 ¥tV . RO-3306
EEHEERNVAT A TLATI0~40 734 > FaX— T 55T M #OMIE A B L7z,

g

AlfE A 4% PFA =R T 15 0B L 721, 100% A &% / —/L%-30 F£C 10 4728 L& E
BIT72 o7, DK% 01% A= & 3%BSA %% 1 PBS % 30 /0= iR CAMB LT, —
WHUAR & “IRGUEZ Z i 1 KT D6 S/ 721, 200 pg/ml RNaseA & 20 pg/ml
PI % 30 /3¢ DM L DNA % Yfa L72(53-55), Fluoview FV500 confocal laser
scanning microscope (Olympus, Tokyo) % F Tt e ta & oy T O mifg & Bfs L
7o

VT RETavTr 4 S

MindZ A4+ — hix., SDS-PAGE sample buffer (25 L. BRIKEI 21T/,
polyvinylide-nedifluoride membrane (Millipore)|Z#s5 L7-, »FE~—A—& LT
Prestained XL-Ladder Broad (Apro Science, Japan) % V7=, —kRPiiAZ =R T 1 B
fil. i 4 £ T over night s S W72, “IRPUAZ =B CT—RFELE L7z, FRx 7
—RPiA % [ U membrane THUS S 558121, 0.1% NaNs XIEA U v B 7
v 77— TCHEERN L, WOT 1y %1772 572, ECL(Amersham Biosciences) T
Immunodetection #1772 - 72(45, 46, 50, 56-59), F£7=. #Hi%X ChemiDoc XRSPlus
analyzer (Bio-Rad) Cfi#tr L 7=,

o U

#fE % 1% TritonX-100 lysis buffer (1% TritonX-100, 10 mM HEPES, pH7.8. 5%
glycerol, 5 mM EDTA., 50 mM NaF., 20 mM g3 -glycerophosphate, 50 pn g/ml
aprotinin, 100 pM leupeptin, 25 nM pepstatin, 10 mM NasVOs, 1 mM PMSF)T
WL, —IRPUEZ AN L 7= protein G beads THIEILMEZ1T72 57,
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BEBEEAFLR, IAILABLR, DNAK A—

|

[ JINK p38 ERK PKC |

| vomite

ATF2

v CRE F—L Targetgene |

TNF-a, IL-6, c-jun, cyclin A, cyclin D

Transcription

K1 XFLVRSEIZBITS ATF2 OEEEMAL

Mk 2 b LA KD INK 22 EDF T —ENEMALT 5 & ATF2 134 1 ~— %Rk L.

HRGIEMED BT 5,
N & N
Asynchronous Input .f #;0 &
S P e © Pl
g A
Q'lr
WB: m\c?\&\&q;\“ YI'\ Y‘é\ 7"6
V~<< L WB: w& [snez.':zm] pTE9/71
wlfesh e ] e AT
| - }1gG(H) (cross reaction]
M phase & & &
Y —Input ' & 0.& & o}#f & 9@4"
'p\@ IP: & @V’ "b\.. & W\z\\
& S L &4
we: @ v v ¥ ¥

o AF
« ‘6‘ 6\"9 we: ATF2 - ATF7  PTe9/T
-

[3518) [SAB2500131)

|¢q~ - -‘::::z:m::%:%
X2 ATF2 & ATF7 @ interaction & M #iD U Bk

}1gG{H) (crose reaction]

.
-~ -

FERFH(Asynchronous), M D i 5123 T ATF2 & ATF7 73 interaction 9~ 5 AJ6E

Nb, £lo. MENZIBWTATF2 & ATF7 OMGIZY) S BREDR R 65,
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pATF2

Bars, 20 pm

3 MHIZBIT A ATF2 & ATF7 VU VB{LDRBTE
M HIORTE 2 % IS 2NT T ATF2 & ATF7 OV Vb B L. EICHIE IC/1E
DR,
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