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SEDSEHREHSTIREM R AR

?%&1,2,3 ﬁ%l 2,3 Eﬂﬂ:{:l’z’3 ﬁ%gl,lﬂ ?ﬁﬂﬁ/ﬁ”*
(REERZ AL T2 BRI 25 TR R, KEE 300072; 2KER:, REAEY) TREZUE B8 55 500 =, KE 300072;
PREEKEE, A MR G, REE 300072)

HE KEREASB@ERNG IRy, AgFmieEE. BRAERPSEEF S ARLEE
4% A . SEDS(shape, elongation, division, and sporulation)& & ;2 5 55 Ik I 48 &m0 — R L& & K3k,
Em A HmietK, k. 23T Hah k. —A7|EEf AR R, SEDSE & LA 18
REEHB ) e, 2 mICE KA ZAH 6942 RO B, SEDSEASA ) 2. MR T M
AR E 2N, HHEA ZRAFT —RIEZHAR G EEIelR. Z XA SEDSE & é‘J & Ay Fa T RE AT
T 428, & 5/ T SEDSE & 494 MBI A L IRFAE & R A AR, FE3TSEDSE & 49 51 A= 87
FHATT REZ.

xR  KZEPRE; SEDS; RodA; FtsW; SpoVE

Research Progress in the Structure and Function of SEDS Protein
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Abstract Peptidoglycan is the main component of bacterial cell wall and plays an important role in
maintaining cell viability, shape and protecting osmotic pressure. SEDS protein is a family of membrane proteins
involved in peptidoglycan synthesis. Its members are related to cell shape, elongation, division and spore formation.
A series of genetic and biochemical evidences show that SEDS protein has glycosyltransferase function and is the
core polymerase of cell elongation and division mechanism. Considering its extensive distribution, conservative
structure and critical function, SEDS protein is expected to be an essential target for the development of new
antibiotics. The structure and function of SEDS protein are summarized. Its structure characteristics and regulation
mechanism in peptidoglycan synthesis are highlighted. In the end, the application and development of SEDS protein
are prospected.
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coli)V. Hi ¥ ZE {0 FF B (Bacillus subtilis)? 45 1% 5y
i FF B (Mycobacterium tuberculosis)®'. W #%E 2R 7
(Streptococcus thermophilus) V4 E HH, rod AR
2 SN AT NERIE . FtsWo N 7 24 A, 7EB.
subtilis® . M. tuberculosis'®. ¥t H e # (Caulobacter
crescentus)"E LA T TP, frs R ROk B 1) 2 BELAS 41
M1 43 %¢. SpoVEJZ 55 41 i T 25 F1 3 R AH 5% 1) 2F £t
Wi EE (1, 7EB. subtilis™. 75 = 4 % 0 FF B (Bacillus
thuringiensis)®'55 B BB 2 5 01 i
PGHIE o

iAok, B WA ST N B A SEDSH H & I
TTZ W 5t. BE 1 K %*BERNHARDTER & 4 1)
MEESKE S8 i 750 14 b i 5 2 B 2E 43 At &5
JTVEUESE T RodA B WEFL L #e v v, [RURAZE 1Y)
CHOZEM 3 i ¢ ) i S B2 i AR TIE S8 T RodA BATPG
REMEE, 7T BRATKREENBEAEERE G
F(class B penicillin binding protein, bPBPs) 7] {E H
HEAPGE B. 2018%F, R/ & S50 b of o g s i
KL ¥ H (Actinobacillus pleuropneumoniae) FtsW
HIAEYE B2 0 M R IR, 1% 8 B B A v (R U A vy
TRAF 1, BB XS S S e AR A8 XA R 1E
20195 FEAEEEDINE M. tuberculosis Rod A 45 #4 F1 I
ReHbAT 7PN, AR IR mife € RodA TR LAE
NIETE M S5 28 ri. 20194FTAGUCHI S !
Ik A 1 BRI AT A € 5% T 1 (liquid chromatog-
raphy-mass spectrometry, LC-MS)F&JIl{ESE | FtsWoA
PGIE &5, A 5bPBPs ) A 1 1 £ 41y 73 ¢ 72 v
77 HE R IR SR

PG 4 RS2 o BE 1 B K 701, A EE 1K) &
F S L 5 BV 1T B A A B 4 R A o v B B
0, Rk, X2 5PGAEYI A A1) B 3k AT 3 1) A
W17 AR IR A Ros ™. B RIPTAEREL
K, R A YIPGI 58 & i At — BB K £E
Mo EVANSEEIMRGE 7 HE R IIAE R & =8
I 5PGHT A Lipid HD-Ala-D-Ala ™ ik A ¥ 45 £ BH
1EPG# i, WIEDEMANNZSHE T 2 BT biA &
Al i@ SLipid 1145 & R PG A5 JACOBY %4
18 7 B-AN Ik s i A = vl il g 5 bPBPs &S & 1 HIIPG
IAZBK; 20194, HELALAFHRIE 1 5 B2 BE I 25 Bt
AR R R IR AR T HERE A HEH (class
A penicillin binding protein, aPBPs) [ § 3 ¥ 7% g %
P T BEL L SRR B () B A S . AR, 4R B A Bk Ak

PR 251, PR R, B RIE T TR A W R R
H, MBI EAGTIERHME Z A &=
FEAE AR FH, AT DA AR sl i) J5 A6 Fe AR AT —
PP RBI AL AR . A RS2 MLt
FRAF 70 B /K 1% B (Burkholderia cenocepacia)v] 5 F(
S RS AARY, FH 8% 5 2RI D-Ph 22 S B AL B BR % 241 35K
B (Rhodococcus globerulus) ] $1 il Lipid 1IH) A9 &
BPY. 20194F, FLORES-MIRELES% ™42 tH T SEDS
T A FIPBPR &l L A F MPGA ) & b, A
FF AT T 1 N2 ) A T T 20 1 P = AR T e T
Wi iE % . SEDSH 71 iRodAFIFtsWTE K 2 #4H
HER A AN DI, DR R o — R AE R B
{E R BEFR . AN SCHE T SEDSH 119 45 74 A1 2h e X
WA BUIRIEAT T 253&, FEx5 HAR B P4 291 &
() AT kAT T R .

1 SEDSEHHILEM
1.1 SEDSEHM—LKLEH

SEDSZ ik £ 1 {£ )& BE 18 | ] (Firmicutes) £k
I'J(Actinobacteria)~ A% JZ 1 [ ](Proteobacteria). I
i ['](Bacteroidetes) 5 T J& 117 932Fh 4 i HH )32
fEAfE. WEITART 7R, T8 H B A0 40 1 JZE 2k
TN F 1 Ny B BB M B
[F AR K T SEDSHE H 75 1% J= 2 [ 43 A3 8t
B, =4 DA EAGFTSW_RODA SPOVEZE #415
(177 51 2 3518 7744, H 41004 5 41 KA Trans-
peptidaseZEi #4454 1917 #1| [F] IF R4 PBP_dimerfll
Transpeptidase & #4358, DAWE FLBCAHRAN H o WA
PR, A2 LR 2H 1 S i g i SEDS B 1 ) = [
BEAT T 20 A (B1B), AT AR HZE BB T 2
WZAFAE . SEDSE F LA 43 A7 1K Tz 1t 2R )
AR R HEAE .

FATFENCBI_EFEALIZEH 1 1250 B0 7 (¥ SEDS
T, 5 ORI ARG 1 I 08 B # R (Thermus ther-
mophilus) RodABEAT 7 51 LR, 25 8o 85547 5
B I (1) v B R T PE(12) . SEDSER [ 7E 41 T HH A7 7
M)z Ve R S R iR IR I DR ST 1, AF R B i
PEF BRI b AR Z A2t T T RE.
1.2 SEDSEHH=REH
1.2.1 RodA#) = 2454 SEDSH /£ A i
AR REEEEEM. PHRUEAN =4E55, H
BT 3RA1T B IR O\ M R A FL AR AL, I A B Bl B
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(A)

murG
pbpB , murE ; murF 4 mraY ; murD QR4 murG

A: SEDSEE AT 172 4304 o $5 I T hitp://pfam.xfam.org/family/PF01098#tabview=tab7. B: ZWiZSEDSZE FARodA. FtsWAHISpoVEF
[RIE 346 5 B i PR AT AE S 00 o B30 SRYFNCBI(National Center for Biotechnology Information) ¥z [, I i B R 2 5PGAEM & M IR ILHE A
A: SEDS proteins are widely distributed in bacteria. Data is from http://pfam.xfam.org/family/PF01098#tabview=tab7. B: the presence of genes encod-
ing SEDS proteins RodA, FtsW and SpoVE in selected species. Data is from NCBI database, and the dark-bottomed modules represent neighboring

genes involved in PG biosynthesis.

El1 SEDSEHMI 297

Bacillus subtilis 168

Escherichia coli K12 MG1665

Streptococcus pneumoniae R6

Thermus thermophilus HB8

Staphylococcus aureus NCTC 8325

Fig.1 The wide distribution of SEDS proteins

WP_061076819
QBH19025
QBY98441.1
NP_252691
RYX77483
ARO36567
NP_415167
CAR94715
AOY46722
ANZ80624
SVK36358.1
BAD71064.1
AQZ90412.1

WP_061076819
QBH19025
OBY98441.1
NP_252691
RYX77483
ARO36567
NP_415167
CAR94T15
AOY46722
ANZ80624
SVK36358.1
BAD71064.1
AQZ90412.1 HAge 1L F

E2 12fSEDSTE [ 5

Fig.2 Sequence alignment of binding site regions between 12 SEDS proteins and 7. thermophilus RodA (BAD71064.1)
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BEATSE T ¥ 5 RO R B A R R 5 R AR,
SEDSHEAEA—MEEH, BMERX R, X5
IR IE R AR A IR M T R T E)
BRI B S 2 R 2R, BRI 1 X G A 225 ) 1 A
Mr. #1k %) H §l, 7EPDB(protein data bank) (http://
www.resb.org/pdb/)EL# FE & Al 11156 95440 4
gE MR, IR A 9547 (http://blanco.biomol.uci.edu/
mpstruc/), H HHSEDSH] &n 1k &5t 18 LA T ther-
mophilus RodA(PDB ID: 6BAR) ) H:D255A %8 45 14
(PDB ID: 6BAS).

20164, MEESKES !l it iy & ) /57 (Mut-
Seq)fiffii T RodAH (1) h 75 7k 2k . RodAM A A HE
W, Wb B R AR AN N R T, AH B2 R AR (ex-
tracellular loops, ECL) 2. 4Ff151R K, €& £ Thik
() TR HE T Pro97. Glyl01. Glal02. Trpl05.
GIn226. Trp233. Asp280. Gly362. Gly363.
Ger364. Ger365%%, 20184, SJODTE: P vk F
ML - FE#H (EC-MR)I ik T T
thermophilus RodA(&13) B . TEAG R ) d ik 4544, A
SEDS [ i 14 45 #4) ¥ i p B2 1k 1738 IR i 9 R i
RodA & [ /4 (PDB ID: 6BAR)I /T Hi % N2.9A,
H A 101 1% 15 12 Ji€ (transmembrane helices, TM),
30 4 2 TE T I (5% £ 204~256, 266~276). iX L
W5 R e K 2 %8 H R BT P T, ANTM3ERSL, &
FEPro714b LA45°H il 7 i i, ECL2E & — /N
PR 57 [ B-hairpin 1), % f1 5% 3 NGly100F1Pro101,

B-hairpin

ECL3

™9

[El3 SEDSZEHRodARIRIFLEI(IRIES E STHk[24]1820)
Fig.3 Crystal structure of SEDS protein RodA (modified from reference [24])

55 B-hairpinAH 46 A A7 7E — AN B 7K 725 i, P90k 3 Ry
Glul08. Met306. Leu307. GIn310f1Thr342. i%H
O JE THT ) 411 B 0 22 T8, Glul08 A Lys 1117 fi5 f 3 4%
TER T — DR BT o RO s T B YTl AT
LS IBIR 4S5 &, NI TE 231 FHEE A
SIODT % P44 T. thermophilus RodA F1E. coli
RodA#EAT 7 41 L X, FHQuikChange i€ s A8 v A4
E. coli B7 A 0y i 5 JE (1) 98 48 B AR, HGlul1458 4%
N Glal14(E114A). Lys117945 4 Glal17(K117A)
Aspl595R4F HGlal 59(D159A), 45 4 i 2k £ AR
DA RERY, KRB EH IEHTTEH HAE% 5Rod
2GR Fo A 53 AH ELAE L, AR AN RE A 3 40 it e
Ko T RO 1) M S AL D BEAE DG AL 2 AN
XTEE T2 AR, T T SR A SR Ak,
I B = I B R A B IR R T S, (HAE A
ARSI B R SRPE SR AU, RO IR A S
R4 H A . SIODTZ Y] FIMODELLERH)
T IET T thermophilus RodAZ5E ¥ B. subtili RodA
A S AR A, FH AR S M 4 5 Ak ol 8 1) i R A B
fATTNS B, subtilisH O i B IR FEHEAT T — RAE
FRAF (1113A. 1113S. QI14A. E117A. E117K.
F118A. KI120A. DI167A. DI67N., A171L.
D280A. D280N. S364A), &5 JL 4l f A AN ERTE, KA
O B A H A R FE S RodATH RE B+ 2r . 1
b, A AR [FRE () 75 72500E B 7 Rod A5 bPBPs ) £
A AL AL T IR X TMSAITMY. £ 2, STODTZ:4

ECL2

™2
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[El4 SEDSZEHAFtsWHI =4 4EMIE R (IR1BSE SCRR[25]11E %)
Fig.4 Three-dimensional structural model of SEDS protein FtsW (modified from reference [25])

XS ROAA S G AAR [ iy AR 454 S s VERIT TT, 46

F T RodAM &5 M AT B L AR 3R T R B4t T 3
WHA . H4h, RodA 5bPBPs&E &7 s 1 R IR,
ik — 5 R N 4% 15 SEDS/bPBPs ) # [7] 1 F 32 it 1 #JF
FeIEAt

122 FtsWh) = B H 1, PDB¥E B A&
LA FtsW i 1 25 74 (1) f 1 . OVCHINNIKOVZ5™]
TEV A 45 RS B 475 0 A6 T 4 BEAS 7Y (Rosetta
P R A8 R )RR B 7 51k 5 -5k 2 R A4 R
STFtsWHER F 1) 45 M 347 7 T, Mg T H =44
FIRE (K 4). FtsWHL AL & 104 TMI e, J5 -t
AN(TMA~TMI0)K I 5 STT3( bt 2 — B R Ik B
Wi ML 20, PDB: 3WAK)H TM4~TM7.
TMI10~TM AL P TR G5 40 o o AR S 1 AR R (4T
B ) R BRI, I DAFR 78 A LA 2R T A
TEWI TN REAL i o FtsW R ¥4 801 % T Be i JIS A Lipid 11
(P4 78 7 2 5 STT3 I P 2 A s A AL, STT3 8
TMAIN-Siy {57 DxHE: 7 752 I 45 6 7 sl A — A
& @ BT, PR IABA T, FtsW 2 A TM4 | {57 5%
JER145FIK1535%F T Fts W 1) 0 54 g 7% 1t 22 ¢ B 2L

2 SEDSEHBHR/ITNEE
2.1 RodARYINEE
9 i 53 H 1 AUROIR 1 28 55 75 SEPGLE W) & I

VAT, ELFEO 1) A R AN A0 i 4y 2L R, R
A AE T AR B BB, ER R RO 2 R R A W CGE A
1A D 43 444 2 3 4% 4112, Rod ATE SiE H 44 3 3o
Z 5PGI AW & Az 41 AT RE RS, HEr A
WHIRE 2 7l —H WA €. ITMEESKES!f
W 5TAE B, RodATEPGE B B A B 5 7 % I (gly-
cosyltransferase, GTase) M) g, % Wi Bk 2 PGE ik
TR RED IR —. JLT4K, aPBPs/E AN
Z: 5 91 f BE AR )& I ME — L AR R T (2,
VT B EE T 5T R I, 45 AEaPBPs 2 A (1) B 5L 54 7% il 17
7. MCPHERSONZ:8¥) & T B. subtilis aPBPs%:
R BRI R (A4), 20 A ERAR B A A S P (EAT) B % A7
i« RICEZEPINS #E 73R I (Enterococcus faecalis) ]
WE LA 3 T 28U 45 . MEESKEZ5!I7E A45¢
i RIERodA, IR AR I A K SR 15 21 53
SRR, A RO AR iC B Lipid TU 52 A S 3L RS 35 1k
RINRodA TS I8 TEAG A 1 Pk o T B 2R B i v
T A4TARK, A1k FIRodATE R S RERS ML Lipid 11
A SRR I e Ak, T 75 AL S R AE T RodA(W105A
FID280A)K A bl S R 1 PE . IX Le R Py FR SR 1
UEHE B UAIE B T SEDS S I IR od A A 1l 5 55 F% i .
B f5, EMAMISECOF i it 7 DRV B 92 B O UE S 1
RodA 72 4 i B & 15 1 OGBS B 4 A2 llg, X T 240 Ff e
A T] b, B BRrodA fG aPBPs & Bl 5 bl BE i i 72
ok,
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FEIE A4 rh ) B R B RodA S B K BEPBP2IE L
HE5Y, BAEH 2 5PGIIAEM & Bl Z 8 A
A3 3 432 32 (PG A 1“Unified Model”(F5A) A A,
RodAZ(RodAMIRodZ). MreB. aPBPs5bPBPs/ i
HEY, fEMreBII 5] 5 R, aPBPsidid H 7% 5 45 #4358
H PGHE, B 5 AT 4% KT 14 1aPBPs FIbPBPs 141X
SR AT I R R R 5 452 SR T, 20164F-CHO
S I Ay T BRI S5 R B, MreBAlaPBPsTE A~
FE AT REER, 2 5PGH M. TEEMAS,
MreB 5RodAZ 2 [A] {7 £ 58 AH HAE H, RodA 5bPBPs
Z |AAFAE SR AN HAE ™M, RodAZ A5 MreB5bPBPs

(A)

[ 1l L, DO T2 IR od B & 44 5 aPBPsTE 4% ]
ERMALN . X EEHE SR T PGA ) “Interde-
pendent Model”(EI5B), A% B4\ 4 fio A4 i F
IPGH %+ E HRodE &6/ T 41 i1l id RodA
() WEAE FH 77 A2 SR B B I F 18 i bPBPs ) 4% KR T 5
JRHPGAL k. aPBPs5Rod & & 4 7 2% [] b & M Sr
1), (HAEPG & i A% i [ R HEAE o

20174, ZHAOZEP NI PG A 1k 1 3 £ 40 13k 47 %
BT AR PG A ) “Break before Make
Model”(EI5C). &%, 55 &4 %E I A KB 5 &
VI#| 5 A PGHE (1) 2 X, B J5RodA ™ A4 58 b B JF il

Peptidoglycan

Membrane

Nascent PG

Old PG

Peptidoglycan

Membrane

A: G5 B AH AR . C: Sl 54852 . Lipid 11 IR BOZEREN W% TUIRHT 14 aPBPs: A #3455 811, bPBPs: BEEH R RATGHE
RodAZ: Fi3E AL BFRod AFIZH i 42 85 FIRodZ; MreB: 4HU TR ¥ 52 25 F1; Murd: Lipid IFH#4H; Lytic enzyme: H¥E & o
A: unified model. B: interdependent model. C: break before make model. Lipid II: lipid-linked disaccharide-pentapeptide precursor; aPBPs: class A

penicillin binding protein; bPBPs: class B penicillin binding protein; RodAZ: glycosyltransferase RodA and cytoskeletal protein RodZ; MreB: cell

shape-determining protein; MurlJ: Lipid II flippase; Lytic enzyme: autolysin.

E5 PGAEIRE(IRIESE SCRK([11,32-33]1820)
Fig.5 PG synthesis model (modified from references [11,32-33])
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IEbPBPs & 2 i A 85 b, Hr Ak S BEBE aPBPs
FEREVE R AL BNR, MreBA2 € 1[5 JH 12 2h G B T 4%
AR BB 546 . aPBPsHEAT = PR B B I 7k
i23)), B EIEATR B BIEARIR 55 5 A4 ks I 21 A
B H . aPBPs;= A FAANPGEE, — M 5 37 A= Bk 5 b
AZIK, 13— M5 A PG AT, Bf R 25 440 1) 5 B 1
TEE. coliff #i|PBP2 2 [H 1 MreBiz 5l), {HRodA
TR AT LA BGPG, H7AE PG BL I IE B N R A 1)
DR R 225 ), 1T A A RS o il I 3k N A A D3 3R B
TERodE A R/ FIIPGH L 2 7, PBP2ER AL T #%

B S A ROHSZEP & T E.coliff]PBP2 R AF
A, R IAZ TEAG A REAE AR PN It B O 20 R BE A B I
TEAR AN RodA-PBP2 5 &4 (1)1 4, 2 BIPBP2/E
RodAIEPG I G MM £ 18 7] 4 i B 2H 25 v b = %2
YEH .

2.2 FtsWHITh&EE

FtsW e 4H B 4t M 73 25 74 vh 0 75 ISEDS R H,
TR 2 50 BAT A B R 4 B b R RSP ICT. ZEB. sub-
tilis FFts W AZ £ T AN KR B JEE (1 0 75 2 (1%, 78
fithi 28 &% BR B (Streptococcus pneumonia) FFtsW X 73 24
I E AL P, 19944E, MATSUHASHIZ IR
I 85 A AR B8 5L [X R 1 R PG R S0, R DI Fts W
A] f8 A Lipid 110 %% i, (HZ B — B %A 15 31
SZ. EF20114E, MOHAMMADIZEH IS 7 —Fipidd
T 6 H IR 6 7 4% # (fluorescence resonance energy
transfer, FRET) )77 7%, i i it 5 648 e /i #R Lipid 11
TEFEI R Gy AL, 1 UGB I AR 2 S 36IE B T a4k
FtsWH] DL 2 5 Lipid 1K &%, FF itk 4EMISEDS K
WEHE A (BLFERodA . FisWAHISpoVE) Bl . SATT,
SHAMAEI A& A B 7 R W, 2 RodAFIFts W5 TGk
PER, Lipid TUT58R 7T LA 20 At 5 JI5E B4 P9 A0 1) ) 4%
%, R TSEDSH B A & PG A B ME —Lipid 11
B .

N T HE— D W FFsW R B 4% 1% 1%, OVCHIN-
NIKOVZPH] F 73 1 154000 T B Fts W) 25 14 3k
177 T, CNFRFER145FIK 1535 Bl 86 G A .
HTFtsWAEE/KR SN 5Lipid IFIPBP3 1A FLAE T, 2017
4, LECLERCQ#PUHE HY 1 5¢ T-Lipid TTHY%H % 1 42
%, H4PBP3IAAEAENT, Lipid 11454 #IFtsW K] FL
G0, (B TR PBPIFEAERT, & ] 5FtsWAH H.
YE 5 SFtsW I S840, TR Lipid 1. 2018

4, BOLLAZEM8 i Jii 1% 3% 4iF 4 #% B 5 Lipid 1111
GEA KT, 45 BOR B, FtsW 5 Lipid 45 &t 5 —
A F L BEMur) S Lipid I 454 2255, LIV it
Murl % 6 8 il G AR I A AL SE B 38 7R T, Murl 7
A R 0 8 6 75 O Fts WG 1t o IX SRS
2R )2 2 B FtsW 2 5 Lipid IR

B Ah, B T FtsWS5Rod A 7 41 [R] 5 14 A 4
S PE, AR e ATTAE 4 T 40 B ] B B AR AL
[T fE 41, OVCHINNIKOVZE RSN FtsW () i fiE
SERESTTIMML, 1T STT3 WK SN Mg S5 2 12 1 i
PR BEAE RO b, DR AR Fes Wt 2L A B
SRS FEARSN RIS, FisWXTaPBP b/ BE
SRS AR R HEAT A0, [ B. subtilis NATEAE A
TEAE R 2 Z4 B 5 00, 3 £ 355 M THIIE 52 T FtsWAE
Y i 4> 4 R A AL TE . 20194, TAGUCHI
S0 Al 4K [ FtsW 5 Lipid 11, bPBPFI — 4/ BH & 1
LA, 45 RN BPGE AWM AL, KL
T FsW SR .

125 2R IPGHEY) & At 72, FtsW 5 bPBPs
TR EY), 7 KIER AR B S . O
G 9% FLPTVEHIRIXL AL SIS HIE S T FtsW- 5 PBP3
(454 . 20194F, TAGUCHIZ: M 5TRIE T FtsW iy
PG A, S5bPBPs A1 FH 1 73 R4 o 7 A g e
PG, FtsW ) 58 & Bl ik 11 kT H 55 42 21 B JE 1 bPBPs
[PIA7-1E . BOESSE™hE S 2R IAESL T PBP1b. PBP3
MFtsWIE PG A il V. &2 & 14, FtsBLQFIFtsNZ3- il i
I FEBURIBE 1 FH R 1% A AR s PECY, SEIURE A
P87 (K 41 B 4 2434 72 . REICHMANNZEEU3E i 3%
PEASE 55 FEAR 120 5 i 3 iUl A% (fluorescence lifetime
imaging microscopy, FLIM)-FRETH; RilE B |, FtsW-
PBP 1% T 4 24 078 % K 18 (Staphylococcus aureus)It]
Y MG ) R L, R L S 1R PG A LT b 7
i

SN T B SREOME R 1Y) AE A 5 1], WELSHAEP2ME
S. aureus FtsW-PBP1 & & ¥ Gal*-Lipid II(H"CJi
ST T I s LB R I o Al i v A, 753 B RE
VERFEFAAR I Lipid AR &) M Lipid LRI E, H
PAGESUHT F 5 5615 X 43 HR o B A 7 3 Ji i 3 A2
W JFE AR 0. B S T — D e KA B B
IR BTG S, ABATTHE AN [R]H 2 () Gal*-Lipid 113244 5
FtsW-PBP1. Lipid IIfi¥ &, 28 B2 S S 25 B I o B
JE FIFILC-MS 7 #t e B =42 25 535 81, SEDS
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130 3o 7 SRR (1938 J5 i VS 0BT 1) Lipid. TR R &
FPG, I HFtsWE A4 A1 52 14 o BAG AN 5] e 4 25
R, SRR AT DA 28 B R BT, A4 R A
TEER AR (E DS HIOMRET).
2.3 SpoVERJINAE

B. subtilis spoVESRE X 7& 40 o A= K 1 4k 44 75 3
(R, (X967 B2 PG I & i B R LB . T IR AR
TAKIHRN 2L, 72 AR AN B R R K (1) BEAH L
RE G, /Rt S R AN BT R 2 R A Ak
F JiPGJZ. SpoVEJ&B. subtilis SEDSH i i 71, &
TR T B 2 BT b 75 10, X AT MK . R BRI i 94
PEZE G EH ZES, $f 7 JF il 72 H SpoVE R 1A H
oEAH K IRNAZ A B2 154, spoVER A 22 B 1B
JRPGHIE R, F 5 RENE AT A R, N AT
A LA R o el R AR 2k A N AR AR, FER BT
TE T 2 R PG, BispoVEWIB. subtilis 545 K 23
PRI #4530

7RG Ja A, 75 5 A7 A0 R TH 2 2H 2% T2 Bk
TP R 4 . SafATE S I R 4L i e B K]
#, P BN M A 1) FA 2R 1 7R AR SR I E A
1EN K JRPGE BUFT 75 (P4 2 7 #2 , SpoVE & P&
2= B2 SafA ) & A1, REALZESOSE 1o 4E i 5 1 4
WML IR SpoVE-GFPRG A TE B ANB. subtilis i+
TE sk R R K 20 A1, R BSpoVEI) & 1 45 58 5 7 I
AT I E) &5 % V) VLAC. SpoVE. SpoVD(— F
bPBPs)MISpoVB(Murl [F] 5 47) 73 7l B A A 541 i B
BT 5 IR RO G IR BRI P, WA AR
Tt 1] BA (PG AL B ML 281055, FAY 250570 F 4 s 3Lt
JE FIFRETIE B T SpoVE-5 SpoVD I AH H.E H /& &
FE(1), SpoVDAE i #5117 7 B T-SpoVE, Ff H.
SpoVD ] {4 SpoVEA 4 il P4 & (/K i o Al 144
f)SpoVE-SpoVDiit &t [ H AT — & 7> FUR AL # 2
BHL 1F #8552 J2 1 A2 B, 2% B SpoVE S Spo VDI AH H.
YER 5PGH LI REAH RGBT,

3 SEDSEHRINHA

SEDSH H BHA T iz M Or 57 P, 7T DR At
AR TR & R bR, SEDS 8 -5 HAh B A P
YA AR FH AR A Gn AT S o 4 B T 24 PR 4 AR 1S 1 i o
BRI R A B A% 4 0 1G A 2 R 18 (Listeria
monocytogenes)i& i H = 7 & MIB-W Bk ik Pk R S
IRRFEERBIGTT . (02, P IEXN T 2% R4

ZARHIAARFEATE Y, 208 ™ B I 4 TR R e A
f& e A, R R V6 97 L. monocytogenes B eIt
ety b # . 20194F, RISMONDOA: M4 I
L. monocytogenes SEDSTh 2 5EAZ AR B- A Bk e i A=
R IE R R BUR M . DI ER AR, %
AR PGP PR T 465 KUk, BF 7 H0 I FsWAT
RodA¥E 4 B B 754G B T-¥8J7 L. monocytogenes)i
go, FRARAET %

Uk 4, CASEDS M AE F $E bR K140 18 ¥ 14 42 5 1)
i 3 A1 7 JEAT e 20174F, EMAMIZER2 387Ff
JIZL T (Actinomycesbovis) ) 52 BV 3EAT 40 27 38 A% i
i, 13 2w 4 9654/ ARTEYE Y T, "EXB. subtilis Al
B. subtilis aPBPs4 5 e bk B oA LA 0 P, HoOx
Ja & BB R T RTE . 1ES. aureus™1654/
AR R ROR . S0 5 3 H654/A %7 5l X aPBPs
FISEDSA #7138 3L [F) 48 FH e % % b R 3
PEE RE R, A B RIR YL A AT 5 e
A IR

4 RS RE

R 4 10T LLAE X SEDS 1 H &5 14 1 1)) RE [ BIF 78 4
T8, FATTN A B 20 B BRI G R T SR 2 B AR, R
Y6 D-% % R (fluorescent D-amino acid, FDAA)4R &
S T RBIE WA BT 1 i 20 i B 355 i A2
T B AE AR N I PE RIPY. (HSEDSH H I d i 450 H
BT AR BIfEAT, 8T H 5 R4 & m
Fob ) R T AT HAE VLB RN R D o 5 4h,
Rod&E & W & X PGE K1)k 4 A7 51, aPBPst
A7 12 73 4 5€ [FIRod#% 42, aPBPsHISEDS/bPBPs 1 i
P[RR AEAE F, SEDS T A EAAR A IR 1 il 0 28 2 £
S5 ) R, AT G BE— DR AN L. RodARIFtsW i B
frey, HE5PBPAHELAEAN R 56 9 W, BRI AR A AT
RE WA A K e BRI ) 1S SR . SEDSH H 4544
215 T DX PRI A AE R 1m) AR B RG GORE L, 4524
Y] DL B AR A o AN RS S B A, AR
THIF R SR 2534 7 A RSk tesh, B Hi)
Rod AV 4 8 AL 470 0 0 o 1) R I AR D i AR 3R ) I
TR 7 R B TE X A SR E AW
FIHIFAIR 25 2y H I 4H T H1 25 1 1) 1) 7, SEDSHERH 5
HoAth 2 B B P [RIE FHANAE D 22 R RO B G YU T
AL 7R R, M BOTHR T MR IR 2 A HE R
HIRZEE X
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