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DI, BB Z B 287 R K ORE B L OREETT - 72,

WHFER O (J£3C) : The initiation of chromosomal replication is strictly controlled
to ensure that chromosomal DNA is replicated only once per cell cycle in all cellular
organisms. In Escherichia coli, the DnaA initiator is inactivated to repress extra
initiations by the Hda-replicase clamp complex. Here, this study showed that specific
amino acid residues of DnaA N- and C—terminal domains are important for interaction with
Hda. Moreover, candidates of novel initiation regulation factors were searched by protein
purification methods, and then identified by mass spectrometry analyses.
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(1) 4T OHIFPE Y O BRI BT, BE
{5 A 0 9 Yufa (K DNA OB R T MBEAR Al K
RANR FD—DTHD, T DNA HEL,
A OBWY 22— EL TR Y, IE
TEWZ 5 b3 2 & 9 BB ICHIE S TWVWd,
Z ORI EICEBBIREETEZY ., 0
FEARR R A, B A & R
RIFSNTWD, PFEEHEIL, ERBMRIFIEN

BRAGEERS 2 B 5 KIGE 205t g & L T,
GBI EWRFICE Z 3 X 5 HE 3 5 5
TS O 2 B,

(2) KIBEE D DNA FEHBALAROS I, etk b
WCHE—FHET 2EEE S (ori0) L TRZ 3,
oriC | ZBAZMEL & 5D DnaA fEEHEIE 5
RSV TW 5, BAsE S 737 ' DnaA @ ATP
A7 (ATP-DnaA) 28 oriC @ DnaA #fiti & m81K
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FEDNARY 2T —En3E35 L, B84 DNA
DA END, — MBS — 7Y
RH AR T CHEBBIM AR I HIENC I,
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INONHEERANAT U AERMEL TS Z
ENEETHDH, KiFEOEMBGOEER
X OHNTIZ LA TR 2 B & iz 7
STWA,

ODnaA @ oriC E~DHEEIEHE L DnaB~VU &
— B L5 M

B AG & RIS (EHET D Diad & 2%
2 "4 (DnaA initiator—associating factor)
I, AT 4 BREEZ TR LEED DnaA 4y
FEEEERERT D, ZHIZLY | oriC L
~ DnaA 731 ZHFEMIESIHEDH LT
S DNA DB A e+ % (Keyamura et al.
Genes Dev. 2007; Ishida et al. J. Biol.
Chem. 2004), JZ T, DiaA IFBAZSIG DN
%, #t< DnaB ~U b —Y DEEE 2kl 7
%o Z AU, DiaA & DnaB 73 DnaA 4y N D4k
WEIK TREET 2720 TH D, T O OfE
BRIZIZ, DiaA % DnaA 2> O fififf & &, DnaB %%
BERTHEADBIVLETHDH I EHLHLNIC
72> T 5 (Keyamura et al. J. Biol. Chem.
2009), ZOEAIZX Y, DnaB LY 7e & A
SV TONA BIZEESND L odf ST
WhHEEBEZLND,
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WHE A L ATP BRIk b
(Su” etsugu et al. J. Biol. Chem. 2008;
Katayama et al. Cell 1998), Z L2 XV,
DnaA % EE 4 DNA BRAARTEME & R 72 72\ ADP #i
A7 DnaA (ADP-Dnaf) ~ & A X5, Z O
A 4E 1L, RIDA (Regulatory inactivation
of DnaA) & MEIEAL, @R Z2ERIBALA A I % C
Wb,
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DnaA I% 4 DDORERE R A A VI EN 5,
ZOWN., NKEIALET D RA A TIX, 5
G E RN D D BOKMS R LD BEE LR T
v MAFEEL TR Y, Z OELTDiaA <> DnaB
~Y D —B LHAENEMAT D (Keyamura et al.
J. Biol. Chem. 2009), 7=, ZDOKNAA
X RIDA SUSMZHMLETH D (Su’ etsugu et

al. J. Biol. Chem. 2005), Z DI &b,
DnaA R A A > 1 3 DiaA =2 DnaB 7= T2 <
RIDA #KF (7 5 7, Hda) & HFHEAEH
T 5 LT, ERBME O & M o> AT
LEHWICHIE CX 5 X 5 It AIz e -
TWaEEZLND,
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DA A LR LT, b ERE
L. &HlE > 2T 208 ED XK 5 ITHAEIZEHEE
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PR Dnah & X7 B R FERIT A,
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Mol [FIEEICER Dnah Z 3 7'B %
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ORI L 7= 8 Dnah % /X7 BIZHONWT,
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(4) HIFIPNIC 31T % Dnad 28 BAK D7 M
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5 EDIRBE N,
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% (Nakamura and Katayama, Mol. Microbiol.
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DnaA fEAEINFE S L2 BA 454 L7 DnaA
I Hda 12 & 0 ANIEHEL &7 n v S Hi7z 7
e T L 248 Lz,

FE Dnad R A A IV SR DT IZ DO
Ti, JFEFE#H L (Keyamura et al. J. Biol.
Chem. 2011) & L THREATHD, £,
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BOMNICE D X NI ERIEEIT> T2,

G)BFED & o 7R 7 B IZ DWW TR Z A
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