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Fifi 2 HE PR R Cer 255 B 7 4B B BRI R Y E R

/jﬂ/’i‘m\ EH&‘ e :;'E:—Hﬁ% EEM:E(*
(P K22 AR 2, 0 PR B K B A s 5 5 7 T 5T 520 %, DTS B 010020)

WE AT HBFARAETN, @A EE f RE B3t m i B 215 FH(DNA L H .
DNAZ% & Fotm e 5 2)3AT $ 4R 45, B2 X e B AA K. EmE T, DNAL A4 F
4 3 B oy Bk AL 44 & € DnaAF= 28 0 4 L AR (divisome) & €1 FtsZ 5 37, 2K fn iX ) A~ 1L 42 49 -
PAE] VA IRE ., RILEM K AL F (Streptococcus pneumoniae)F ﬁﬂl—‘ﬂ’ e i, ) Bt =R
CerZ, L BA =/ 4: (1) 05 DnaAR B8 I HIAL4S; (2) AL 8 Btmlio sy FReg4ak; (3) @il
ZIN(Z-ring)iE B € A5 £ fm L F AL DNA S #) Ao dm o R AR . A T CorZay M AR F 1, i

X 4ziE T YACerZ A KA 4 % AP & G A DNA T AlAL A . ZIREE o TALGHUE], JFRZT % mie
JE) B R T AR K AR IR A LR AT % .
KH#IA  CorZ; CerZ-FtsZ HAF; DnaA¥us; DNAKS Il 4H 0 5322, 4H i i S i 42

The Role of CcrZ Protein of Streptococcus pneumoniae in Cell Cycle Regulation

SHEN Chongjie’, WANG Xiaojie”, FAN Lifei, Morigen*
(State Key Laboratory of Reproductive Regulation & Breeding of Grassland Livestock, School of Life Sciences,
Inner Mongolia University, Hohhot 010020, China)

Abstract To maintain genomic stability, cells not only need to regulate cell cycle events (DNA replication,
DNA segregation, and cell division) during proliferation respectively, they also need to coordinate these events with
each other. In bacteria, DNA replication initiation and cell division are responsible for the replication initiation protein
DnaA and the cell division divisome protein FtsZ, respectively. However, the mechanism of coordination of these two
processes is rarely reported. A cell cycle spatiotemporal regulator CerZ was recently discovered in Streptococcus pneu-
moniae, which has three functions: (1) CcrZ activates DnaA-dependent replication initiation; (2) CerZ participates in
the late-stage assembly of cell divisome; (3) CcrZ coordinates DNA replication and cell division by positioning the
Z-ring at the midcell. Based on the structure and conservation of CcrZ, this paper reviews the mechanisms of various
proteins represented by CerZ in regulating DNA replication initiation, Z-ring assembly and Z-ring localization. It also
prospects the application of coordinators of multipe cell cycle events in related fields.

Keywords CcrZ; CerZ-FtsZ interaction; DnaA activation; DNA replication; cell division; cell cycle regulation

2 0 A W (cell cycle) & 4 g & il 2L Py 59 K oy A gk AR T H 4 B R I 2 1 (cyelin) A4 i J
B —ERMEREMH WAEG. S, G ME B 4 R 14 BB (cyclin-dependendent kinase, CDK)
A E R JLANE B, 72 BAZ A M, 40 A & H H R FI A4 51 2P, Cyclin-CDKE & 9 1 J #1476
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P 755 2 i SR A % e, 9 tnDNA S i 11 )5 8 5l 22
SN A, R E B £ R (checkpoint) L
AN [F] [ B s A A I 36 40 B 3, DLR DR A2 51
FE5E U AN S AR AL

5 EAZEWASIE, 41w 40 i A B S AN B
Bt Qe ARSI C, MESHR S 3 2% 1k i 75 1R I T
YRR 5> 2L D, M 45 R 3 B 5 40 M 43 2R 50 B
B PRI TR Yo 2 A A P A R 4 A I R, 45
25 il DNA K il 2 46 A1 20 Jf 43 28 1) HL ) 572 DN A5
A% 502 1A i R 00 A 23 R SOS I S o SR T,
TR LG AN ] BT H L1 A2 e 2H 23RN B0 DA Or 4 Pt &) B
AR AT KA R AE 5> 1K F B4R RE

G0 A 52 1) 4R A [F) — A8 R A AR AR
— ]9, il 4R B DnaAfE & il 4 i FE ke
REVEN, A IERJER T €. DnaAf HAH ATP-
DnaAf1 ADP-DnaA W #1477 77 ., ATP-DnaA B H
S HNEVEN ADP-DnaA A B A4 X FERETE . ATP-
DnaA #2456 5 il 4G SOk 51 R Sl E 3,
LA B 42 00 77 3CAE B2 ) I R (ori O) JE AR I it 1
J¥ DnaA-oriC5 & 14 HE 1 ¥ oriCAL 1) XUHE &5 4 il
JESIT A S gL AR B . AF N B I 4G S R 4% & R,
BT HUHRIIAORAE [ — A 40 i J e ke is R R
A= (1) RO SRR, fiHdak 3 3
f’J ATP-DnaA 7K fift 2 3%, #FR YRIDA; (2) HiSeqA
B AN FMoriCE I BE 4 (sequestration); (3) DnaAXf
datAJ7 I R PR LS G157,

2 B 20 L 53 2R B B T 22 R U R UK
% [ Z(filamentous temperature-sensitive protein Z,
FtsZ) 5 & LR ST I ZIA S5 1. FsZ 2 41 T 41 i 73
R TN, H AR R ME SRR
BE > RN RO AL, 7= A n] 5] 3 4 A P P
45 71, FF U5 K 2 (peptidoglycan, PGP AR i,
Y g S S R R R N e i 1 7 Sl L1 o< ]
P, LA OREEAS T A B — 13 78 B ) e AR
TR Fhbip A 2 2 A A e U T FesZAE 41 A R 0 5 o7 R S
. R 2 NZIR(Z-ring) % {1 7 4t 72 £ KW
M (Escherichia coli)*F 113543t I (nucleoid occlu-
sion, NO)RAMMIin R G XA RSG5 7 7%
AL AN I ZIA T B, LA DR 20 J o 88 A A
R ARIEAL B,

Jils 2% 4t R T (i 28 BR B ) A2 — bt N S I IR TE
T3 R S A, A2 51 B A0 A I 8 1 3 R0 T

Y TA (1) 4735 5 38 5E 5 L 20 it A S AR G, TR,
ST A A AR B SN EE. 5
K AL, il 28 55 2K B B = NOFIMIn S i 1% &
g, FaE kR — g i A B 250 1 R 7 CerZi
TEDNAS il Je HEEZ38, F 4 DNAS Hil A4 i 75 ¢
PR, A M CerZ i — e 45 F K, XFCerZ
B R GE R CorZ-FtsZH B AE F #EAT FiL, 2238 7
PACerZ NAR FE 1 £ Fh 25 11 1 #5 Dna A MK #i (I DNA R
MRS AR Z3 41 2% A e A1 I ML) 45 i MapZ-CerZ
KA AR DNAS il A4 M 7 24 8, JEHJREE T
CorZ %6 2 40 i A B A4- Ph A FPE R )y T 5 & A
W N FH AT 5

1 CerZZEBRIZEMFRT T
1.1 CerZZEBRIZE

CorZH H E BN REERRBE TP ORI, 2641
2050 A [ 1) 2 R 4 A, FL P Leu(11.4%) o BE 53 =,
Cys(0.8%) 7 e B i 4> 1 584311 kDa, 55 HL &1
(pD) 8.9, A Fa e PE 48 #4877, B i T $ 82.73,
SO R85 K 0,571, FRATT 6 CerZ I TR 4% 45 #)
BEAT FRINCT N 1R E2), e A A R
WEFF IR #% 72 1§ (aminoglycoside phosphotransferase,
APH)ZK R E5 148, FH 2 BE R Fk & Pro39~Tyr225#4)
o CorZiE M HEN B AR 1 PP, Brenner’s%: )7
[HXDhX3N](CcrZ H157-N164)f1 APH3E . Hrp,
P H 1IN TC LA 1 (Gly 15~Lys19)2H % ; Brenner’s
FEFE 14 BIr S (Val156~His157) 81 1 T H 35
i (Gly158~Asn164)4H 1k ; APHE T H 14 Bir &
(Lle173~Asp177)~ INTCHLAE il (Trp178~Asp185)
A ol JiE (Arg186~His196)41 i . Meta-Disorder
T 7 CerZ B ) 8 7 X 38 (Met1~Leu3 Al
Arg257~Arg263)*, A 1EUCLA-DOE[* SAVES /I
2 BRI PS5 BN o F TR I AR R 45 4 3T A
b2 5 £ () PROCHECK i 7R 87. 1% ) & FE R VA 75 i
Gl (Ramachandran plot) ] “5i& X, 0.9%[1 & FEBR
WAL A RTFX Y, S EOREREGHE. T
o 25 54 R TR ST AR A 2= 2 2 1) WHATCHECK
I T 87.5% 4R AR P2, 15 B AT TN AL A 1R .
PRI, CorZ S8 = 4 45 ¥ 5 il 98 B Bk 3 v
() Lic ARH AR AR AL o %45 F TR BN AR A AR
E N-iig “ Jy 2 F0 - W Jr > () — N 54 4% XA
F5% L Lic AV N-ify I A1 C-vi 2 [R] P 288 11 B
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Brenner’s
P loop motif
1 39 APH motif 225 264
APH domain

I o helix I P strand Irandom coil

Ell CerZZEHRBEI(IRESE CH17-18]1£250)

Fig.1 Schematic representation of CcrZ structure (modified from references [17-18])

SRS PIR; W 43059 Brenner sFE /75 B 7 APHAE T, L7 CorZ = AN DRI M 0 OR 7 S R IR, 701X HURR I /s R FR 4544

Green section: P-loop; blue section: Brenner’s motif; yellow section: APH motif; red section: three function-dependent conserved amino acids of CerZ,

specifically expressed as a stick structure here.

E2 CerZZ=REEHTNN(IRIESE SCRR[19]1E20)
Fig.2 The prediction of CcrZ’s tertiary structure (modified from reference [19])

HEM FLAE 5 A A ATPH R IE D) fe, I H ol LLgh
G Z BRI
1.2 CerZiEiftit LR

B il 98 e K B A, 7E 4 0% €78 BT EK 1 (Staphy-
lococcus aureus) SHI1000FHG 5 ZEHIAF 1 (Bacillus
subtilis) 168H K I corZ[F1EHY) (SAOUHSC_01866
MytmP), HEA1GS 1 & A DIRES CarZARY, Oy
TRV corZAE % 20w ) [FRIE T, GALLAY 55 P4
FIPSI-BLASTXS K 2 %5 )5 BE 3 1] cerZ(8H: 7]
YN B F AT X, o dfr g SRR, 721
Bk B Bl (Enterococcaceae)(39%)~ 1R B M (Clostridia)
(38%) FL#T B Bl(Lactobacillaceae)(36%)~ P T
Bl (Carnobacteriaceae)(36%)~ "< EK H Fl(Aerococca-
ceae)(34%) W Fl(Tissierellia)(33%) T #
BH(Bacillaceae)(33%)~ i %] Bk & Bl (Staphylococca-
ceae)(31%) 1 [7] — P (identity) K F-30%, 7E 724 [ ¥
PN (Negativicutes) )5 22 W (Erysipelotrichia).

A £R 2k B Bl (Leuconostocaceae) F 1. 545 30% 29%-
24%[¥) [] — . Gene Neighborhoods ) #7 tH 8 71 78
WA AL AMERL BERER, AR, S
FREFL BEEK B Bl (Streptococcaceae). 2= HikF IR
Bl(Listeriaceae). % 1 FL ¥ B £H(Sporolactobacilla-
ceae) HHHAT 1 J& (Geomicrobium) i ccrZ 5 —/Nmts
tRNA FF 3L 56 R W (1) trm BEE AR AT 2, 45 i) Bb, 7
FHAFHEFL BEERE AL FATEEL BERERL W
B R AR R I — > B EcsB&S IR B K S cerZ
AR, X e gE TP, CorZ7E R 2 B RE ]
S SR T o

CerZ & A T R 72 IH B G Lic AR S BE T
I'] (Firmicutes) R 57 B 5% 3%, HHH Asp159. Asnl64
H Asp1771E I 95% 85 1 Hh R 51, His157/1 Asp189
TEEIL 80% Y F AR <F, HX T AR R <F ) S = #0
T 7 [A) b AR T BB 8 g — w28 1 o 52 0 v )
TR IR EF (AMP)?Y, Asnl64. Aspl775 AMPHIH 7
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o- 1 192 A ELAE ), Asp 1595 REL Bl f) 35 70 32 ik 1)
(T i SR Y, CerZ N AT AEBR 45 & BTl 75 1)
PR RN 2, T i B e S 2 1) S /K R, (ELTE A
LA B A — LRt LR B X T CorZ X 54
TR (TR I AT IR J3 724, 45 U B 22 /D His 157
Asn164F1 Asp177%f - fitfi 28 5 2K B CerZ (19 T fig 72
e L FE Y (E12); T Asp159AT Asp 1891 5848 A4 5
B KB, BB HF CerZ I ThRE R AR L E .

2 CerZ5DnaAlFl, NIE/EHSEDNAS
Fl G

DnaA /& K 2 B4 H 4 ok I RS 46 3
AL R AR A B L2 4% HE T BE K Dna A TR 25 #4438 53
FPU sy o 31 — /N 5E DnaBf N-ti 70 1, &4 3
A BB HEM 34 BT R, H 5 2 Fh R A A BLAE BT
BRI — AN RIE B, AR B ) e 4%
AR, FETE WS 1A A1) 3 AT AR PR S 128 d I
HA AAA+E H R T | 045 Walker &Y
ATPLE G5 T , 12357 I D) R A2 U FK R ATP, I
BAEAE FHAh A 5 A B AL a2 351V — A
C-Uiiy DNAZE & S5 F 8k, A7 — MR E 7% Fg I e 2
7 VA T4 1 R i ori CAE DN A &R

DnaA 5 FL i 45 7 I 7t 5 B4R b AR A B 25
. WOZNIAK S B 10T 78 Ak 55 2 AT B
KIN, CerZitiid 5 DnaAf) s DHIE T LA & DnaBf#)AH
HAEFI RIS DNAE Sl as, XMAHT/ERET
CerZ BN BoriChl . CerZiBiE BRI — NN T, %
N FAE AR ECE A5 817 DnaA. DnaBX
&5, NI IR S HILETS 24 B AR 4R, DNA
S 1) ED 46 E A 5 2 AT 1l DY SR 44 2R I YabA Bt
) Y 1, %R P I 5 DnaA [ 3ITTEE & ok # ]
DnaA 5oriCIH P R4 6, RIS IX Fh 4 & (115 YabA e
L4 DnaD 5 DnaA FIAH FLAE FH, M0 i) & il it
FEJE B0, (AR Al B 2E AT B P ARGE ) — P DnaA
TS T, WA R 38 ESirA, H4ERrE
TR B IR A A e Ak DR 24 DU, SirA
IS 5 DnaASRI_E (1) — M7 s 25 A ok S DnaAAH HAE
FH, M 8% SR DnaATEoriCAb i 52 A, e 2% P 15 &
AR AT EAL, FEAL B AUM B PR iR E T —
FHDNA & 1] 8 5 7 Soj/ParA, F: & 7 MIDNA K il 2
U6 B 5 MBS T DNA S il 2 4 28 (A DnaAl™Y, Soj
i i 42 5 DnaA ) SIIB(EL % 52 BB ATV X

IR AH HAE P R R 7 Dna A B2UiE (1) 5 BB 1 Ay 4% il
DnaAJiG 1% 1 50 1 1 9%, Sojt 37 i 1 5 3% P i 2L 77
R HH PR, 55 5 H|DnaASE R
Y Bk BH IEDNA S $il i 4h; 4 =R )G,
& N DnaA B0 77 3 IS Dna AR iE (1) T 1R, 1X 5
LI DNA Sl aa 4= Re /1 —57.

TERGFF B, RIS DY 5 Ak DiaAJ2: 4y (i 7k 52 il
ELRI IERYE T, HA—ANEEEAH — /M1 DnaAlk]
VEFHINES &40 5 P, DiaARIN 454 %4 DnaA%y 7,
M8 0riCY ADLAS | DnaA %31 (8 7] 45 4 BT
X b [R5 45 BT T 0 SR — P 0 e RN, BRI
P ~DnaA % T-H 1) — Ml id DiaA 5SDNAZE A1), 7
— AT E B EC B B A S, NS
FORTDNAHE A 25 F0 38 0B, [t DnaA 381
SIIIE A A 40 3 fDnaA 5 B E A & h R
PE 7 EBENERN . ERE A E, R 22
Pl 2 1 5 DnaA B 3RIEC IR B AF A, i B A7 78
F— MR F ML . XS TR 2 A 2%
BRI — P IRR .

3 CorZ 2Rt BEEKE LB 5T 2R LE A R ST

T M R RN T, R R
BEAREY), 154000 A J B 28 2% - 3K 5l P ¥ (inner
membrane, IM)F] P Fe TR ZR0% 48 P B 1) & i 5 2
9RO =2 I FH P B M (outer membrane, OM)[H] A
P, fEA R, = 59 n 2R EA
AIRKAF. CEAH T2 0 A5 v it R
FERR B 70 BRI AL REER 43, e AT 1 4 E 1) It gk
AT AR, FF a4 b VA R Ak 5 R 4 43 RO (B
4), CorZlid 5FtsZEnHEAMEERNZ 5 G
Iy AR RS, JF oK SR 46 5 7 238 1 % B
I K
3.1 CerZ5FtsZB9tBEER

FtsZ 2 HAZ BV E | E I FIEY), 25
— AN AT 5 B 4 i R g AL R ) R R B
FtsZ SR 2 i H g DL Sksxof B 1 77 SO B ) i 22
FE I8 T GTP IS [ PRI 5 A 0 i 5 o 44t b 11%) 6 2 £
B Ji 12 5, 2R E B & BARIZIR, 1 EEA
ZURLABE I SR, FERRBER I, Z¥R M N
i, ¥4 A0 L 53 B A 4 4

CorZ FERR AR 1) 5 AL T AN Fts Z IR AH BLAE H,
— /N EEJFREE CorZ A5 A B LR35 . CerZ
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{055 M): CerZ; G551 FisZ; ¥4k St W4k & 1o,
Red structure: CerZ; green structure: FtsZ; yellow lines: hydrogen bonds; blue lines: ionic bonds.

E3 CerZFFtsZHIHHEER TN (F77A5| B 2% CHk[49])

Fig.3 The predictive interaction between CcrZ and FtsZ (methods cited from references [49])

vesvovevsoovvoe
os-nee e

anas nan

—

-
T e/

' l FtsW-PBP2x
RodA-PBP2b
DivIBC-FtsL

TELHML 53 2408 J5 WA 3L (3 — Y BL, CorZi@ I 5FsZ. FisA. EzrA. ZapAAH TLAF RS 2 B 40 53 2407 55, FRETE B IH0T Dna AR 1 52 k2 46 o
03 LR R 1] B AR LA FAE i Y B U Sk R
At a certain stage of late cell divisome assembly, CcrZ moves to the cell division site through interaction with FtsZ, FtsA, EzrA and ZapA, where it acti-
vates DnaA-dependent replication initiation. The interactions between cell divisome proteins are shown in the figure with black double arrows.

El4 CerZZRh R WEIKE AR S RIFHILE R ER 5T (IR1ESE 3K [10,40-41,55]1£2%)

Fig.4 CecrZ is part of the cell divisome in Streptococcus pneumoniae (modified from references [10,40-41,55])
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N FtsZ [A]AH BAE FH B 4% B 90K B AMR 5 4530 (NanoBit
complementation reporter assay)“*/FI14H# X{ 444 (bacte-
rial two-hybrid assay)*"SESIGUER . T2 LR T4,
FATH PPA-Pred2 4125 T 1 P & 2 [A1AH ELAE FH (1) 45
Ry, WoRgs A A HRE (AG) N -10.34 keal/mol, fi#
B HUK)N2.63%107° mol/L1™, B J, BAI TR X2
G A0 PR A ELAE R EAT 43 oK F I e, —
LGB 10022 &Y, 37F] FHPDBePISAXS 77 1
X 2 1 & S AT R e (P A i 1Y) i 2 2 AGBR AR A
F AR )Y, 5 %k HAGHE AR (-11.3 kecal/mol) i) 15
Y (% H A TR B e 4 2 A IR0 Ty . FRATTX 45
B R FEE [ CorZ-FtsZX 2 G kAT 0 A ), 45
RWIR: CerZ MIFtsZ 43 AIAE Thr112-0G15 Ala286-O.
Argl42-NH25 Glul72-OB1. Glul22-OE14 Serl166-
N. Glul22-05 Ser166-OG X [FJ sl i, 22553 7))
1.643. 1.561. 3.381. 2.909 A; J£-7F Argl42-NE 5
Glul72-OEl. Argl42-NH15 Glul72-OE1. Argl42-NH2
5 Glul72-0E2. Glull1-OE2 5 Arg243-NEZ [A] i
T, BRI 3.793, 3.017. 3.517. 3.946 A(KI3).
CerZ I FtsZ %A 37T MR LRIk A S 5 TH EAEHR
IR, 2% B2 SR IR 2 B L gl 43 7 2 8.3% 1
8.7%, AHHAEH R PV FIT LRI N1 334.1 A?
A1 253.2 A2, 4300l i % B 4R SR TR 8.3% 1
8.7%. AR, CaZH RN K HEEGSEW
H I EAE, ZXFEFGFET CarZih & 5FsZ LA i fa e
()77 A, RIS AN e R <48 4G IR 5
WERR A T A% 315 S R Dy RE

FtsZ & PSR 57 S5 #4380 N-3i GTP B [X 15
(FtsZnrp)5 C-i GTP I X 38(FtsZern), P45 1435
Z A — AN K O R EH T HE5 Y, FtsZamn & A
BH RS &0, 7T LS 5 — DNFsZ W 2 I FtsZerp
FIGTPIK i A T745 & LABUE GTPRE I 145, FtsZer
A, 2 SHTIRTE B2 0 DY BE BT B, I — M4 15 > 1R
TR SCHE, o — N g TR, FtsZemre It F
FtsZ 55 AR 15 70 24 2H B R0 1 1) 4 Bh & A L
PER ) B s Rt RRAE FRATT IR 20 B 45 2R, FtsZern
(112028 B IR Tk k2 5 T 5 CorZ A FLAE FH )3 1,
5 BIFZFT A 2 5 M HAE 5% 2k 805 1154%, R
FtsZefE—EMRE F 25 T HAE. 40520 oK
BMNEARS G BAED, 72K E AFsA. ZipA.
SepF. EzrA. ZapA. FtsEX. FtsKAfl5 5 244 ¢ &
FHMapZ. MinC. MciZ. ClpX. YacF. SulAZ:¥) 5

FMEHIFtsZe s A0 R, FtsZerfEFtsZZ 513
M B B BAR BAE R 7 T R R BN EEE . R
T2 H A1k, AN 21X e B AR 75 A7 7R 58
i, BUE R IR AN IR R ) 45 M 38 2 BARAE 2
% 110 72 ) >R [R] I &5 6 B A AH B FH I B 1 el

3.2 CoZB5RHINZRER

55 T AR (1 22 B B — R, i 28 Bk B o
RARRI A S R R R — T BT R . PR3
[ IR BE, FtsA. SepF. EzrAIZapAtiiRiEZ 5
Y4 FtsZ4H 22 R A A 2 B AR 1140, Fs A2 L8 &
EI K I s 1, a0 B e 5 oA I 24 i J5i /) i A L
1EH, ¥ C-um 4l N\ 2 8% g XUZ BT, FisARIZipA—
K FZR EYERL BN M, H H 25 4 fu
ZIN ) EIECY Frs ATD 7 P R 20 it b o o Jig A 41 S
PGIIAER . T 40 ZLARGE 1 7 T R 4% R A BT,
SepF7E JL-T- AT ¥ 22 IR BH M B Hh AR <7, H S5 FtsATE
Ihfe LA — 2 mB0Y, SepFrl LA EL AL N
50 n (17U B R, TR 3T A= 1R R R T 2% 0030 T2 B
¥, F4FtsZ )i 22 RS0 B A S50, WIS FsZER &)
AT HEA T o 2 1 I B B A A0 B B0 EzrA
T — PRI B 1, 4 M 5T & R S 1 S AL UL 4
| A MG 2 e 45 oY, Eze ALY B AR T
TRARTEAN M P LR S5 R, S FtsZ245 5 IR
5 SR AR ) A ELAE FH Y Z3RAH 5C B (1 Zap A& Zap i
5 H(ZapA~D)I R 51, ULPY AR 1 2 X S FtsZ )i 22
SEER, Zap A BAATE il 9 B BR B8 H AN 2 06 75 (1163,
B AT DA BEFtsZ i 22 (1) T i T~ AT HEF i 22, i
oy BORIRR G, T 3 0 R 2T 2 ) 2% 11 2% (] A5
J I R 2 5 A 264,

FtsEX. FtsK. DivIBC-FtsLZ5 K (42 5 1 1
M, FsEX/EABCHE F i ) R 71, Hoid Id FsES
FtsZ 1R 57 C-vify 25 A 3l LA FH T 440 25%) . FtsEX
TEA > R P3N HEMER: —21EH TFsALL
PEHE R AR IR 5E; 22 50K R (sPG)
A BRI BE R R %, =2 7K AA ATPIH: [R] B S ot Jre i
SREALEHT G R HISPG, (2 A 4, FsKo& —F
DNAFEAL R, FN-Uif 25 /) 32 4 i 3 R L /R 1, &
W4 FtsKE O T A B g I I 2 55 73 L 28 1 24 2170,
T L C- i 45 W 2 Fs KORI A 43 844 2 1 42 o7 7 B2
FHEAE R B 75 0957 FsK A 32 ZE4E A2 0 1 T
MR R — B AR XerCD £ 45 3776 R /> 2L 58 i
HIKEDNAS Hh 23 24407 2 DA K 2 15 240 i S FS A Jok SR 0%
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JZ 1 TR s UL 48 P B 45167 DivIBC-FtsLilV &2 & 1K fEFtsK
Z RS R, 5 5PGE IR, FsLnf
A TE B UM D E 3 M TP R 2 T AR, DivICHE
Bl 40 i 41 45 08 e 45 M 3 5 FisL &S &, R B
FtsLHH 5 BOR S 1 AR N — RARTE R H 2
RasPYI ™, DivIBif i H /10 B4 #4338 5 DivIC-
FtsLAH FLAE H, P38 A R alom i Ho At oy 0 e
FtsL"Y,

TE 77 244 4 e 1) e JE B B, 40 PR B AR R TR AR
IV FEE 1) 24 o5 75 TEE 400 0 7 8 48 ) 77 A B 2 PG,
TEIH R BEER R 1, PGE TR A YIFtsW-PBP2xZ 5 [
JEL 55 41 A PGIFT & B BA K BRIBEEA (1) 47 K2, 5 —FiPG
4 liFRodA-PBP2bZ H AU AE K, LA S & s — | B
DLKE BT (FTPG A4 e o i ) SR ERHE H 7,

CorZAEJa i By 2 5 7y BRI 3%, Hodsid
FtsZ. FtsA. BzrA. ZapAFHE AT 5 {7 21 A5 o g,
Frl A EUE DnaA KR IE B HITI(E4) . AR, 7K
[ AT 1 H 5 Zap A-ZapBAHZE IMatP7E fifi 4 4 2K b 71
(1) A N AL B Bl CerZ BUART . MatP A& K iz #F B8 et
ST A ity X I 2 2R3, TR0 R4 2 fi e, 3L
I FtsZ-ZapA-ZapB-MatP [ 3% #2 75 20K Y (4K 4y
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The oriC splits
after replication

(1) )

DnaA-dependent replication activated
by phosphorylated small molecule

®)

o

MapZ follows the Y-plane of the oriC
while FtsZ and CecrZ stay at midcell

The next round / \"z
of cell cycle . ..,'" \

_: DnaA-bound oriC @B : chromosome O: ParB o: SMC I: MapZ H: FtsZ I: CerZ

£® : activation meditated by the phosphorylated small molecule /

CerZ is brought to future cell
division site by FtsZ

(3)

7N

"'w

Cell d1v1de after the completlon of
Z-ring assembly

“

El5 CerZFMMapZEt =iz & FIF1 5 RAVRBIIRESE 3CHK[24,31,94]1E20)
Fig.5 Model for spatiotemporal regulation of replication and division by CcrZ and MapZ (modified from references [24,31,94])
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