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T A SRR AR A T AR I H (12ZR 1453200) A1 b BB e <1 Al 50 H B¢ )

e A2ECHEAREREENALTRE, TR HRLEZEAENL HELE, FR
REFE. JERARNEARBAEETETET OFEWF AT NS E EH H KE(MRSA)
NP AE. MEFRAEZHR MBI, NN AERL LN A REEBE.
# 71 % 4 (anti-virulence drugs) [ #FEMHEH EME N EFE LT R AFER ez B E,
HETMGAET ZMELRT. AXERTHRAEFCHEREBR A WEEHWIERE LR

Keptinl
SEEHEHRE
MERM
#HHET

AN T

UULRA RN T 6 M 3 &8 68 23 E BUR 7 AT IR i E BT R # R,

éﬁfﬁ%%ﬂ?%(&aphﬂococcus aureus) & "
16 T N2 i {1 — b B S ST AR S 2 T
PER AR, BT ARG, b e LAY e
SR, R EE S EURERA MR iR O R
DR, EERMUMAE | MREEIES 2SR, SEe
) 7 BRI A SRR T ] Oy IR g AR AT IR e A X
ARPHPERR G, J5 8 B R B BEm T 3X Rh BOR R
(14 A= 40 s M R 5 A S AR R 1 T B2

AT, IR E T I0 7 40 s g ny 25 W) 2 bk
. BUAERRIZE 20 2B Rl KA,
BRI A 4 A 1900 4E 14 47 % 4EK 2 2000
AR 70 % LA EPL BRI, BiA: 0258 1 R0 A )
PRI A A 1 B B R BE i L TR R 18 ) i PRA 97 A9 8%
e X E AT B 1 FALEE 25 - 20 1 0 R By e R T )
(selective pressure), fiAF If-#E— 205 4 T 25 M B ik
1 MRSA(Methicillin-resistant Staphylococcus aureus)™.
MRSA J& E A7 F A 74 BRI 245 1 A 48 0 00 9 4 BR A
PRI HBPAMT", H 1961 AEHEALH RS LIS
F14) 8 A TSRS L 4. 2005 4F, 9% (R MRSA 5

FENELE 19000, Cad WIWISCRFET- AZ. o
HEAETY o 1) 32 28 i DR R T 24 TR R i Bt A= 2= FH 245 1
MECS A b AN R 250 B 2R H 25 IR 1Y)
R AL I, FRATA T 25 B
Pk 2R AR 24 TR A R | I K Bi A R 7
A R, FRAT AR T AT A TR 04 B A R R R s K
%%[6~8].

THXF H g ™ IR A A R B Ak R 2 e, AT IR
SEZZ B W PUIRR G SR W, AN A A B 0 B 0 im AE B
ARICH TR R IR BNEIT YRR . R TAE T R T 1 24
YJ (anti-virulence drugs) n & £8Pk i i H br & ) 75
Rk ARG Y53BT A e ik ok A
DT o A 200 TR ) B0 1, A B A A5 T B AN YR T 2
PGB 7. Bl A vl PR 2R SR AR &
e, NATTXT I PR A 35 7™ EE Y 4 €0 4 4 BR A Y BUR
SFHLEAEA T H AR 4 o (08 4 2K R
38 2 77 AR % A R Y R T DR ok S X i A A Y
M R YRR, JF T I A Pk AR LN A
F R G PUE R RGN, 4 v
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BRI H AR 2 1055 1 R 1 3% 38 32 2232 ER BN, &R
g5 Agrt'>" | SarA KR A SRR USSR
L5 7T Z G0 SaeRS S5V H A, SN
I BE 77 11 S5 A 530 I BB 1 40 IR IR R B R 40
Agr!"200 s 4 (0 ) 76 BR TR A0 M RE AR A ER S 7
FR 2 K Sre A2 AT 7 g IR 258 0 T SR TR
T MgrA® % 4N K R S8 ClpP7 2 | &k
03 A R AR PO 1) I A7 1 A W A 11030 780 2 g A
FHHE 50 T P40 B B0% S 25 R & . AR ST LA
T 4 A5 mgER /N T T 14 8 (R A BRIE B0%
7 THI FR AR 5T 30E e

1 BERRERE RS Agr K Ho/ oy 1-Hnkisli
WF 5L I

FEIZH I 25 R R W, fE G | A A Bk b 2
DAETE 16 DA RS0, Kb 8 ATk pe
RS HRFHREC. EX 16 DA RG T,
Agr (accessory gene regulator, Agr) ZR4iJE HAj 4
04 2 BRI A e IR AL 5 5 7 3 R 46
Agr RGN AN R UMM AN g . IEEE .
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(/\HJ ) (AIP)

SRNKRA

INGAVAVA

" ®AgrA RNA [l 3389555

PR T ) (1) 2235 BA TE T A DR, T/ 22 41 i e 4R
F Y s B fUET i hag! > b Agr RGHME
SAFRBRAE A S EN/NE, W AR K
(autoinducing peptides, AIPs). & 2 fif/RBY, Agr &
G0 2 M AHAREA S ) 4 5% s BT (RNA TTFT RNA
10), J43 50 P2 Al P3 J 8 I 2h PR A 7 s B, P3
e SREAITHY RNA I 432 Agr RGN F,
17 Agr RGXT 1 HF YIRS RE. A H IR TE
HPLTIIAE R, A MR R, X b £ 2
R S ACE EP Agr P2 BRONTALE 4 NI,
I agrA, agrB, agrC, agrD™. AgrD ik AgrB
TR A AIP, B, AIP {5 5 Ik SpsB A F:4>
WEHLAN. MISMY AIPs 5SS A AgrC 456 )5, 5l
i AgrC 1M AR o Y AL A R AR Ak A Bk, Bl 20
AR EBEIRILEE L AgrA MR ARERE b,
3 AgrA HEBERR ALY, BERRILAY AgrA T P2 A1 P3
e sh TS e, NI 8 agrABCD 1 RNA 1T Y335,
Hdr, X} agrABCD ) LRl Agr RETEUE T HE 25
], DT R RNA T PRS00 . Agr R4 IR
AT LA Bl 240 A DA SR B ) 1 A Y B I g 5 U 1

EMEBHE(ROS)
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AgrA

18/0agrABCDERBIFRIA

RNAIIl ===~ 3ok
1
] L IBREONRA
+ 0 H
v e -
IBNINEBNERIA

B2 Agr WHSRGREE
Agr REALFT 2 MHHEBIH AT 7] 955 SR PR IT(RNA T A RNA 1D, 314090 i P2 A1 P3 R 37 ) shIL R 54 5. P3 % 5% SAoTHs 560 RNA TIT 41
B Agr RGN F, VT2 MANE TN FRIES. Agr P2 BNFA8 4 D IEH, 430002 agrA, agrB, agrC, agrD. AgrD Hiflkig AgrB Jin T
JEH R AP, BEJE, AIP g5 S Ik SpsB M- EMIAh. HIAMY AIPs SEEIE I AgrC 4545, B AgrC TEMFTHE 20 R AR I B R
1k, BRAERR RIS R AgrA BIRZEIRIHE b, (15 AgrA WiBimRfL. BEMRILAY AgrA 4G T P2 Al P3 J3 i T r0iG e, i bk
agrABCD Fl RNA III A3k, & H SCHR[31]

AAZ KBS BB IR 0 B Bt V. s g i
SR, Agr REYIREMN B T804 B R A BRI
O 2 BRI R Agr RGN T4 A4
2 BR TR 1 20 1 AT AR A

AIPs P& R B TRy, DL ATP EZ LR
WP 50 R SR, WK 4 B LR A BR AT Y Agr RGN
4%, B Agr REI-IV. A, KEH058 L AIP-
AgrC AHEAEFRIMEITER, B ATP B MERGS A &
14 3% R T o 4 2t 00 ) EG b 2 PR A T R YL IR,
ATP 11958 4 P 90 41 By 11 5555 4 0 €0 48 76 K v B0 )
i — Rl e e SR s %) Jf Rl 2k 2 0F5E . AL Agr
RG], Lyon 45 NPYYERFFT 4 F ATP |yl H
PTG DI RE A0 A PR R LT R B, AIP-1 fll AIP-IV
I —ANEIEFRAFAE2E R, ATP-T I 5 i) KRR
£ AIP-IV HREE &R, [H2, AIP-T1 BEWSHEZ1IHIG
AgrC-1 HAIFEAR L RNGERGE AgrC-1V; HIEA[RIFJE,

AIP-IV X} AgrC-T Hil AgrC-IV Y4 TR58 (0% Thfie.
i, Lyon 25 AP AIP-1 F1 AIP-IV #E47 T G4
FE TR 5% 3 I R RLOE R GY, R X —WF 5T P AL AR
AIP-1 5 fi B RAE R SN AR, L AR
A TR N R U S (DSA)YTE LI A5 429 ATP-1
D5SA X 4 F AgrC &R EMIEIRE, IR,
ATP-1 DSA X} 4 F AgrC #REA K 4RSI B 71 (ICs0
297 0.3~8 nmol/L). Ji4h, ffi1k B ) AIP 241l
Y tr-AIP-1, tr-AIP-2, tr-AIP-4 %} AgrC FEI i 32 X
WG, IR A5 3] T #UER AIP-1 DSA, — 144
A tr-AIP-1 D2A (J/MK. 5 AIP-1 A L, tr-AIP-1 D2A
AR 3 AR C R, [R5 7B RAE IR
BN, L AIESL, tr-AIP-1 D2A X} 4 Flt AgrC
YOG ThBE, [RIBIXE 4 F AgrC A9 E HE ik — 2
BN (ICso 7E 0.1~5 nmol/L)P8. A, tr-AIP-1 D2A 1
F— AR, A EBYTT & b 4 B 608 A R
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AT A I 75410 it 551

Sklar 1 Gresham"™ fff5¢ &, K LREREMEA
A 4 ¥ A AT ER A P RNA 1T 33K, 90L&
FRICH) AIP(FITC-AIP)S AgrC 454 S:36 R, 7E4
TR RELFTE(6 pmol/L)HYIE &L T, FITC-AIP 5 AgrC 1Y
AW T 60%L I, IR R TR I A ] ATP
5 AgrC %54 I IMHl RNA 111 363k, R Dk
SRR (SRl TR G R E I NSO R T S e R 3 BT 8
4 (0 7 BR B JER U /N BRUE B B 1 X3, 5 EL X
£045 MRSA 1E P89 1T T Agr RS04 v (08 %
BR AR 5 /N R AR A AR 4 1 0L

TE L 3RE F, Helen E. Black Well AF5¥ 414!
W AN A RO RS, AL X AgrC(I-TV) il
T UL R AIP 28, X 2eqb & Y7 40 ik
- bt AgrC Y 1Cs Ik 2 K2 BE /R 2%, I LA AIP-III D4A
JARE. TEZWIE T, 2 Agr RS IETHE R L E K
FEAEIE b [EIEE, SRR 4 4 AgrC B
TEPNEEIRBKT L, Beds o — A EEG HIHF—p
FEPEIR 50 25 6 0iE 7 & (toxic shock syndrome toxin-1)
(7= AL REAR 80% LA 1. X S E H AT A 1k, SCHRRE Y
WEHERIE Agr REMEIF]. A BRAE, AIP-IIT D4A
5emidkiE m BAT R AP EIE RS o-AIP-1 D2A H
AR 0 52 AR 7 5 (s I, TR PR AR
g5 I\ 4 AE o 2)14 1,

TEV R, R Agr REEN T4 5 (08 25 Bk
W ECR I B A EZAER, RAOIATERE % &
Agr RGUEEE R — AP AR, R
il Agr FG0 a3 N4 B (0 4 R AR Y ek I )
R, T AR P AN AN T LA B 4 R KB T T 0 B A,
I fi BG40 % e A 2R A B R ST aE B R,
Agr RGLYIHE R T JH sl R S5 1G4 B 60 4 BR A
B B PR R PR b, A W i A 4 TR R R
F4) B8 00 450 2 1 P SRR e X LA A A R N, X T
1) 8 0 TG B 2 (01 12 1 JBR e 3R U7 M B 0E — 2B k.
Ak, BT Agr REMINHIFR— L3RR, 7E RN
SRR PR AR, PRI, X Agr 2240 B4R ) BT 4 3
F BT AR e gk b, SR N BLEE 1R IT i
RN JET FREZIE, Agr REERINHIFIHE T6)T
G B0 A BR T 51 S G 2 R i IR S T
FOREH. 54, M4 Chong 2 N KHGHE, Agr BRS¢
i) ) B8 B A (Dysfunction) i £3 £ BE 3 A5 PE MRSA TH
¥k ST5-SCCmec type 11 (I1 Y Agr RG)FEALRE LR P
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BABALRPEE, Mk THRATEH MRSA #)44%
SR

2 MgrA KXy kil s ik g

MgrA J& T SarA R & . SarA KGR H N4
J SR A, & A T3 R E (Winged-helix)
58, WEE R B, PrIiRiE LT X SarA KK A A
5 DNA 456 2 E 2. AR R RE A 45 /AR U PE
AL SarA FKIE AR 3 KK (1) FRE5H
H, f4E SarA, SarR, SarT, SarX, SarV, Rot %; (2) XX
ZEMIAE 1, 4 SarS, SarU, SarY 4; (3) MarR [A] 75
HEH, AU MgrA, SarZ %11 2003 4E, Luong % A%
RIT — A6 24 5 W R B0y 0w+
(multiple gene regulator, Mgr), KB A4 A MgrA.
W R B, B sl it Rik mgrA Tl IENE | R
fifg . SEEHE. SR . HE A M a-F MRS I
THIFEIL. 5 F AT, Cheung BRATZH “OE T4k v #I52
JE(CapS) I35 PR F i, R IL—A~ 1 2L PR
R AR N A I A SRR, I A e
14 M rat (regulator of autolytic activity), JRHE] mgrA.
AR, MerA 8 0] S 2532 3 A norA, norB
tet38 WIRIK, XL 245 3 ] (e TRT AR e AT X 1o o Il 215
PrAERWMAN Y A HUSE. NI, mgrA JEHRAR
BRXT M T R 2 0 A 2R T T B R ) MIC B AR AL B
FREER T 2 517

X mgrA 574 By X N7 () A R PR AR 110 7 S 3%
ML R IR MgrA BT 3R FE S R 7 R4 s 2 7
HAREBEERLAIN, X5 A ) 2 K B
I BEEE. K, IERERERA 175 4, f
PRI A 180 N K4 B (0 M 25 5k # 5 H
N Rk B IHEORE, MgrA 5 Agr RGEHA M
RUAY VR 2 25007, B IE VR 4 i A A 1 RN £ 4 R T AR
F R A 22381221 MarA X 40T B Bk BE 1 Eoc &
BL, /N B BB | mgrA DR SEARRR Y
O RE 1 BCEF A= RUR AR AR T 1000~10000 %, 7R
MgrA J&—/METE BT 4 8 60 4 4 BR A B0 1 1 2459
A R 5 24,

Sun %5 A POLLEE 4 18] 5 M (fluorescence  ani-
sotropy, FA)NAERl7EAT il ik, A 90000 >k
EYh & 5,5-0 H FAL K K45 R (5,5-methylened-
salicylic acid, MDSA)REHE I . ##i] MgrA 58 DNA
B4, A5 KB, MDSA il 5 MgrA 454 DNA



(AR -5 f IR BEZE A 25 4, IATTTERAE MgrA IS4,
T2 MgrA )\ H ) DNA i 25 diok. /R45 MDSA 417
il MgrA 5 DNA 5 AEF A9 BARBLE A E R, A~
BT 4 (docking) /3 HT R Bl MDSA 5 MgrA
AR [F] DNA 254 @A BRI T 7454, il
BT T MgrA 5 DNA WI454. TERNTE L,
AT & P55 % BEZHAH Fb, MDSA fiE B 082 45 B (7,7
25 BR TR AE /1N FUTE RN B TR 5 R e e i, eI, AR
S R o B AR A AR T R B AU R RRZE Y 10%. 1
PR, KRR EA LA . kP I
fRAEVER, W 52K B R S I R AN R, L2 Ak
2 2 Rsh it B I R E AR R
XA HE— AL MDSA K HAG A= 4 8 11 TR BT BIF T

3 FZIKIG (sortase) Ko e/ - $00iil 500 ) 9

iUk

FEH AR, 2 REEAWMEGEHHF A
. ZFEE H 455 E H (FnbA, FnbB)FIEE [ A
(CIFA) %5 5 238 33 — i 7 IR 2t R DA 1T 0 I A b 886 o
TEYNMERE MR, X —fiE I BEHERMEAMN C
Uiy o A — BRSF I 2 5 T K, B LPXTG 7. 3
K20 18 53 B R I 4 B A A BRI A 2 A7 Kl
L, Ay srtA B osreB. BFOE R IS, sriA S8 bk
A KA S0 % S P OF R 2 25w PR, IR AR
MR35 1 A, FnbA, FnbB il CIfA Z57E N i 5 1H
YRR 2 ZA R R E . R siB BYELK
A [ A, FnbA, FnbB il CIfA B4 E, AifE
FHEDN, %3 DR R e 4 ok H Al Bt BE 2R P9 A G 1
(2, B SrtA Al SrtB A PR [R] 1Y 2 1 25 A AR
RIEY). GEEAEOUT, 20 RE 2R I A R o h
5L (1) s, REE AR N n— A 5
WMES AR, TEME S IKMFE 51 T 8 1 7 Wi 48 s 1%
AL, RIS RS, N wEE SRR, ) %
. TE W R A R e, 2T AR (A ETA C o 4
il BE 4 %2 {5 5 (C-terminal cell wall sorting signal, Cws)
{BR13-88 . (3) VIKR. LPXTG ¥ b & e fH & i
2 [0) 1) AN S A KT DI B, IR T8 Al — A i 1K T 11
Tk, (4) Bz T RIERR 1 B8 0 2 5% il o ] 4
A BR R SR AT R AL G, (A5 R A S BRR b
SEHEAT Z DB . (5) SAMEER RS . R ik b
(14) 2 THI 2K 1 30 2o 3% 0 64 RN 7% KA 4 & 240

RE |8 AE (A A BRI Newman B ERH, srA JE
DAL A1) Bl 2 28 738 R 5 /0 BRSO M e %) 6 o s ey A AR
[T 2 A N A N R = R N e i
AR RR TRE T 100~1000 175, RIS, 76708 B s i
S AN BRI R srrA Bl SRR SO iE 1l
VAR T 30 fi5 224714,

Chenna % A\ *?1D) SrtA . 59(N S 80 T 59 P4
FEFRFRILAATH AR Z R A AL SreA) B SR ZE
B, X 150000 MG T T AL %, b &
108 MEA W Al BE 5 SrtAN59 B B4 A he ).
AL 108 MMEA YISk, M BATXT SrtA,S59
it 7% 1) 21 BRI BE (ICs0). LM 8 MMud
Y EA S SrtAS9 W PEIRE J1, 1Cs 1E 75~400
umol/L 2 [H]. Xy ¥ e b 4k S W A T 45 F el /s
RAET ICs0 20K 58 pumol/L (F/KFE)R eI &W),
ANt HAT AR Wz AL A Y AT A B AT 3 1 R
P Kang % APOVRBK SR 77 1) v T B RE AT 203 il
2 FhEERRERAOTEPE, WORR AN AR, Ho,
T . A7 MR FOMS 2 25 % SrtA 1Y ICso SN 37.39~52.70
pumol/L; X} SrtB K ICso & 8.54~36.89 pmol/L. HF
T A [ E A1 ) KT (%) 35 4 17 4% FnbA, FnbB Al
CIfA SR HE A NREGRTE, MIms T 4 5 8
2 BR AR 4T 4 B R B

4 St B H Ny TR RS Sk

4 75 {048 % BR 8 (Staphylococcus  aureus) R H: 1]
P A RIZSHE P & (Carotenoids) M54, aureus
EHL T SCHES B (gold) B L. MR A, &%
o £ 28 R AEL AT L3 i 400 B X S R A SR AR D B, A
AT LS B 4 R RS i 3 AR P s MR A i v 3 P AR
MIBE, R/ B TR R SE g v, ANRE A
0 25 1R AR R 5 & 14 e Jieb DX 3k A B A 760 1 ok P S 0
>, IR 0 2R RE S o B2 A T BT A AL D e T AT
HOMAE R P Wi, £ aaERRES W
088 7 BR TR B0 BE T 1 — A SRR YL S
EEREY A H crtOPOMN X —#9\F 4, H
Fik3Z SigB T A IE A AN 3 FiR)P5, 4k
O ERNEY AR el creM GRS Y B S8 I A il
i A6 WG 43 - ¥ Wé 2 5 W R IR (farnesyl diphosphate,
FPP)4i & 1E Wil & & /4 (4,4'-diapophytoene), PFifi J5 1
KFE CrtN, CrtP, CrtQ Fil CrtO fifk F ¥ A7 It & Ak
FEEAL R ALVE ], RAEN S E A AR,
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(a)
pemlK rsbU rsbV  rsbW  sigB

SigA SigB ¢

1000} | IRR 1}
l B3 KIERT BIMERTS
V—>
ispA I I
) crt0  crtP crtQ crtM crtN
)\/‘ lspA)\/\/k/\ A
STOPP B ANANSNAopp B AN opp
IPP GPP FPP
2FPP § CrtM
NS NS A
N N N

4,4'-diapophytoene
(REBkm)
* CrtN

NS AR
N N N

4,4'-diapophytofluene
£ CrtN

S AN NS
N N N
4,4'-diapo-carotene

CrtN

NS AR N NS
N N N

CrtP

N S N o~ COOH
S \ \

4.,4'-diaponeurosporenic acid

CyoX 8B NREVSHIER

crtQ

)WWWCOOGM
N N N
Glycosyl-4,4'-diaponeutosporenoate

Ct0 o

NS \\\\\\ \OH

Staphyloxanthin
(ZEBER)

1
1
'
'
1
I
'
'
1
'
'
'
1
'
'
1
1
'
'
1
'
'
'
1
'
'
'
1
'
'
'
1
I
'
1
1
g .
H 4,4'-diaponeurosporene
'
'
'
1
I
'
'
1
I
'
1
1
'
'
1
'
'
'
1
1
'
'
1
1
'
'
1
'
'
1
1
'
'
1
1
'
\

B3 £EAARABMEXERNNRLSAERESHGERNEY A RER
(@) crtOPQMN ¥\ T3 rsbUVWB 9\ TF-Zrhi%i1) SigB T IEWES. FEA R IE R AR SME T, KE8 RsbV 9% RsbW B2 fk. RsbW 2 SigB
RFEPCE T, FIRHEAT RsbV BRI T RE. 7632 ZREE RSN T, RsbU 2 ffi5HT RsbW A9 RsbV Kk, 15 RsbV 55 RsbW 2%
&, Tt SigB TR, H B9 SigB BEI% S RNA HZ O R AL &, IS SigB ARG sh FrFE 8 H SCIRIS3; (b) St @znd
YIE s, SEOOERNEYERE CHB B A CreM 1k 2 4 TFIEWRILFEBSRABR (farnesyl diphosphate, FPP)4E &7F At S04 14
(4,4"-diapophytoene), Bfi/FHIKTE CrtN, CrtP, CrtQ Al CrtO #Efb FHFATIA . & k. WAL FERIL/ER], S E s Ao (o e 3 (0 A SCHk[29])
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EEEEN

2008 4F, FEEMFFIE R FRALIX Eric Oldfield
IR CONE T X SFHRATH O, T T 4
HOHAREA NS HOORNLBEAZ ——
CrtM A B =5 H, I & B —A B AN E [ A
AEEPD ] 7] BPH-652 BE5 CrtM £ 145 & ; BPH-652
WTAME CreM B AT, BHBT T 4 % (R AT BR
PN 4 (0 (0 2 T A, AT T D 4 T € ) 2 BR B A
NP B BORRE f1. BPH-652 BUR M R F1li, (Hi
NGB A TEIR YT NS AR A i R T £
Il RS, I, BPH-652 4 SR k464> B ] 4%
ZWRRIT Y. A, FE TR A E AR A RS
Rl RE R, Lee %8 NP BH B I A5 0% 76 A5 10 240 B A=
K AIHE T (50 pg/mL)BH I 301 4 8 (5 (0 F A 7= A=
B0 00, 25 1 /0 0 4 T N e A A A R e
T 100 5. [AIASE, B R B A BE BH ok 400 i 4 2 6 7
HEREH A 2 DNEEE JIHA T hla T sae BIFESE.
Sakai 2 A\ PR AL ¥ M 300 £~ K AR =) F1 1000
LA TR W K= 43 & B 4 A BR ARG 3 1
FUFN 2 A BERISAL AP T LA 4 85 0 6 K A 7=k
RIEAEH BN, WA aRPETAE R M
Pk S 25 4, DR R A 1 1% 49+ 700 RT3 e A o 2R S
I8 M IR 3 1% 7= A DT A o 4 8 € 8 R AL
1M 2 B A Y, RAenHaE B Pk R TEE,
3 X6 LA ) 4 B 0 60 28 7 A AL IE R AE R A Y
5T, AR R ROC R WEHE, fEERE R~ C-1 v &
FIERFE R C-6 v L& Tl & R =4
T,

AT I 2 i T O e 45 B — A BE AT R i 4 B
A E G RN E Y, HPEH NS 1Cs h
280 nmol/L, 5 BPH-652 1Y ICso 4124, % L& W H1E
A FHLER . (R IEPEIE R — A5 .

5 HAbdwnyag K1

Br L RTE, fEa i O A ERE e A — MR R
15 /] I F——ClpP(caseinolytic protein prote-
ase, CIpP). ClpP J&:— Filt f= & {7 5T B 22 22 R 2 1 i .
20 I R N R AP B (S Al NN B A N A o3
TR 10 8 B SRR AT S, SO BN
REH BT B A0 A 1, 2 5 <6 B0 (5 3 4 BR A A5 TN B
0B A AR SR A R R 2. ClpP & A h
ClpP KMV 2R Clp ATP J IV B0 07 20 1, v FEAK
i ATP fitag. Horb, ClpP K7 R0 2 = 2 7K fi

TR 1 Clp ATP BV B ) 32 ZE G 5E iR ) | fi
PSR 2 5% 2 B | A B ER ClpP
JURHRE X 358, 4 hS ClpP KRG clpP FEH 5 E &5k
VRN, A5 X A USRI 5 L AiRTE
BRAZEEL . RUE L AR ISR, FE 4
B ERE P, clpP PR R B 5 35040 B e /D BUR iR
i b A5 TR0 v A SO fiE 7 3 R T FR Ik RT i ClpP
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Small molecules targeting Staphylococcus aureus virulence

CHEN FeiFei, DI HongXia & LAN LeFu

Shanghai Institute of Materia Medica, Chinese Academy of Sciences, Shanghai 201203, China

Staphylococcus aureus causes a variety of infections in humans, ranging from minor skin and wound infections to life-threatening
diseases. The increasing prevalence of bacterial strains involving so-called superbugs such as MRSA (Methicillin-resistant
Staphylococcus aureus) demands the discovery of new drugs. Targeting bacterial virulence rather than bacterial growth represents a

new

paradigm to antimicrobial therapy that offers promising opportunities to prevent and treat infectious diseases. Here, we review

recent research progress in the identification of attractive targets for new anti-virulence drugs against Staphylococcus aureus and small
molecules that block Staphylococcus aureus virulence.
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