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can), H1B(1-4)K 15 5 AH 1% FIN- 2, 5% %8 %) % i (N-acetyl-
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Jo7 i ke A B A R US). 1 2 K SR R £ 1 B
NOD 52 1A 2 38 35 00 ff0 B AT 51 76 SR 738 S 2, 17 4
X B JER PR 9 0 R P 2 /b FLORE TR B 4 i A B
T 0081 G B S22, A5 153 40 T e 0 b 3 A 2 1) B S
JEU. g T A A e R A A IR SRR I AR S, X
TAHE AR AR R BEE, [R5 T i 8 B
R IEURE R OCE EL R 7B A, i EEin
L5 RRERR, b A VU RE MR PSR L, AR 08
T RNEVETE. BEEERR b IL 5 E A TR R EL B A A2 —
BRI AL B T, B2 BRI R SR ) S e S

2.2 2 R RE K i

KZH ML 2 Bk KN, 71 551)
1 22 SR IR TN ) 24 BT I KSR A B B 3k A e, 2
5 TR0 P41 A TR R USR5 R K i AT LA o o
BETF ORI T Jie ity . i 8 B 3o TR 3 2 (1) 41 B Bk 7K
i B B FE LytA, LytB, LytC, DacA, DacB, PcsBF1CpsD
S (E2). LytA & s 505 % e 10 I 28 4 3K B K SR pE 7K
i e, LA T fl B 1, DR SR EN- 2T A BE TR
Bk SR I L TR 0 R 9k ik 2 () ) T M e, i i 8 ik BK B 1)
FEHBER. RV = 50B- N B R 2718
i, 40 J e & s i, LytAS0E 678 B 40 o B 1 ik
BHE, A AN BRE KM, A B, (R IR R ARG
77 R BB T8, -t T S5 (7] 25 B AR (10 48 RV e T A 4
PR I BRI AR R, e AR R R OA TR PE K. LytAlE S 5
P2 HEB T ORI R 3 75 S5 1 FE . LytA & P
52 B PR YR, BRI 2 R HE B RN, B ki
E LT AT S R AT T M 28 B B A K LytA 1921
A PREE U8R B Lyt Ay — AN DR 1 [R5 — SR A,
MEAERAmAEFCRE. BNMEREMEEE—IN
ity [ G Jie T 45 ) kR — AN C it (1) R &5 & 45 M 358, L
HEBE S A SR 6 M RIS A E A X, A AES AN

PRERABAORREEAE K AREE

u(1.4)l(1f4(lfa)n(1,4)p(1.4)
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T2 FITAS L2 REBR &5 A A7 1. LytA RN i 5t 1% 1
gh ¥ 3k ~amidase 2 50 A 51 S ) o/ BIR G T & R T,
HA =AY R I 45 A1 i, 250 5 45 & A AL s
56 I BH R A8 PR JEC A2 S il 9% B BR 1R 441 LR (19 34 43 S
WEBE . BRREFIBEEERR. MR SBEE R, R
B RACRI T JEARSE S 0L 5 B IE A 2 7 52 4 S U
J&i, LytA 4 B (A0S M, 337 46 2L 19 A Ik e g &5 )
$o 2 R 3 T PR S DA R IR SR B B AHBE 29103 AR
ANk b Ik S IRAT BT O e b B A Ly t A G o] 3R A5
SEANEPEIRE AR B BRI AR AR, OB R Bt
it 5% BEBR R 25t T A5 R AR B

LytBJ& T RHIRZE & 8 A e, N R RH B 45 & 45
ey 58 R C it PR R A &5 R sk 2H B, LytB /2 —>endo-B-N-
TR 50 W I, e A 7K R T BN - 2 T R
N- 2.k B BE R 2 18] /I B, 4) WE 8. AR HF ST LA AT 7
LytB {045 R 3 i AR 25 44 (Ly tBear)!™). LytBearH
3ANPR ST (1) 45 Ky AR HL 4 B SH3b, WWRIGHT73, T 1% —
A>“T-shaped”#4 5, 2H fl 56 % 10 K R BE IR 10 45 & 1
85, PRAMFIAAR P 1R 41 B 43 24 S50 R BIIX 34 &5 R A B
X T LytB I G M AR A 06 75 16, 23— 2B Th g st R 9L
LytB 13 PR 0 T fil 4 5 BR 581 36 P F042 e it b 5z 48

DacB & L,D-#2 Ik B, 4 57 7K A JTK SR 03 IR BL - 2
TR AN D- 75 282 2 18] (R k4 . dacBFE IR AR 45 S 8
i ¢ %t K B 40 B T 4 LA B B 43 22 (1) 5 B3, i 7R DacB
TERR R B h R BB NER, &2 — M Nd
AEFHRRR. AW AT T 2.1 A HEER I DacB 1
A 25 4 201 AR 3 B8 — AN #E 2% FQPH M B L, D- 78 K il 45
. G553 BT 7R DacBEMI 5B B F R, 5
M15B# A B 5 AN [F 1) /&, DacB 13 A i A5 — A
INBCAL I BE B 1AL RL, 88 & 75 His-Asp-His-GluPY I
LR 53 AN AN K 43 F R A Jd et AR Ak S 56 Rk IR 3R
R £ DU ik (L- Ala-D-iGlIn-L-Lys-D-Ala) /& DacB ] & 1 J&
WYy, il o TR BRI R AR S % E T DacB 4 A VU ik
B0 1) R A e

PesB AN 2 41 i BE K A B, 7] B R 22 5 40 g B 2y
. MR IEH LS. pesBIE R B K FFRK T A
(A K 2R, 358 T 40 B P AR I BIUE R, PesB
TEARZ Wb AR SF, SRR IE R, 2—2%
B PUE T, =29 E 192 1 0F 5T #E AR 122, PesB
AN BB 2 155 k. coiled-coil 45 Fydek . 7 4 R
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TR S5 8 22 B PR R0 Do B 2 i 25 0 R 7 g R WL

& 4E X L M C i [ CHAP(cysteine, histidine-dependent
aminohydrolases/peptidases) 45 43k, £ W15 B % 40 Hr
R I, CHAP W] fig B AT 7K S B s 1k, H2 AR AR ) AR Ak
PTG IV B I 2% 1. F I W SR B, PesBS 4l
JHa 73 22 52 5 W FtsEXAH BLAE T, AT 5E 67 7E 73 2L BB AR
b, R RNME AT D I 53 2 —. FtsEXZRBIABC
i 12 & H, L FsEZK i ATP, 51 #EFtsX I R A2 L,
M ECAE PesB AR K 51, fife b H B A RS, AT
T 5 I SRR RN A7 55, O PesB 11 JUK 20 7K i i
PEZ3241 FtsEX & WiA] 5] &2 PesB 11 44 ¢ A8 40 138 1
PesB )i M H AT AN 28, X W2 AR 7820 H A i
FITIAIZ .
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(1) 225 % 5 5 B 5 1 SRRP A T g J FL 3L,

& o 247 % ¥ & 5 A (serine-rich repeat proteins, SRRPs)
s RO T R A R R T, AN SR S5 1E
1 i 1] 0 4 2 ) 86 PR PR e 1 90, IR B T L
SE LR, W S O S . RIS
it 9% UA % Jii Ji 9¢ 4. 914 Fe T L 4UBR {2, SRRPs iy
KAFAR B £F BAR LM, AL T 40 1R (1 47 . SRRPs
B — 2% )% %) £ B NigdE A E Sk, S
& A R E E X (SRR, ~50~170 aa). Alik4s & X
1(BR, ~250~500 aa). K [f1'H 22 % 5 & [X 35 (SRR2,
~400~4000 aa) LA f Cii [ 40 i) BE 4 7 5 7 (LPXTG). H
WA B 22 2R B X SRR1FISRR2 H 1 22 21 R
ACE I X e 22 G IR o MR AL, X B 1 AR
AN Ty e 2 A 5 A 126,

SRRP# I 5E H 2 FEAL I TC A 45 B 25 /I BR IR
STE EREZAR, 5§ MAUR G tm R D 2. AR
YUARMT T 43 €08 %1 BR 1% SRRP 25 4 SraP [ BR [ 14
GERYCT AR SE R R, SraP [ BRAZ H 44N Jil ST (1) 1
REAR L ZH S I — /M i (KB IR 25 4. AR M A= A R4
I 2 51 S 6 R U G N ity ) i £ 3 A LR S {1 b 45 5
TR, B 5T/ 5 SraP R il 1 = 240 1 2 181 114 W Y 1R e 110
2R, 3T A Bh 4 o 0 AT ER AR e E EAI. sraP
JE DRI R I, 4 T 2 T TR L ASA9 2 L (1 BE 7 KK
TR I B AL AN R BUR SR A TR K

4

L5 AR 3SR R It 5 G 45 1 1 o R TR Ak 5 ) TR A X
I, AT H % £ 25 A5 Bl fuft Fe2 4 24 1 440 i B 7 DU 4%
FhEhRE. W AR 7 e O A BRI A M e L
22 L ) — i B 43— LR, O P AR 4 0 T T BR TR
M EUR AL B 7 B K

[E] B, DA 98 B 2K 18 [ SRRP & [ PsrP 41, B
HBEREA B AL Y& pfod % . H A GHA/GHBE &4
fELPstPEE — B B AL, K UDP-NAG FHINAG S 13k
Wi 2 PsrP E & IX I 22 R BR Wk Jk b AW U 2H A
T HERLFE RSB GA S P ) UDPFIGIcNACHI2.0 A i 74
S5 R85 GUA ML O S5 A & I GT-BHT & 28,
5] I} GtfA B A5 — A8 AL B-meander 4t #3 DUF1975. 1%
ZE RIS AMN 2 510 GHB, [FI 2 510 5] 2k &
PsrP. 3 i it 5% 43 #r, 1E— 20558 T PsrP B BEIRAL A7 A5
RIBREE W 2 H Rk, XEFEZAEYHE —IR
I B A ()4 B 2 AL O- Wl HE % % 5 (O-glycosyl
transferases, OGT), 5 H # & Z1 K OGT X A H I 9t
B ORI AL AL )

AT — B IR FT T PsrP I BE AL AL BE,
2 B RTE [ AR AR ) 2 A S SR R A AR 1
1153 F-HL . 3T 7E Escherichia colivf 3 57 [ PsrP i 3
AR R, dift 75—, 38 00 DS —D BRI
PstPEE H, Jf LAMON R YD, %558 1 HoAtobE 254 7% i 1) {1t
PRFNSZ AR, MATIT 42 TH )R T PsrP & Az 5 B J A0 AZ 1 1)
I3 TGN (E3). AHTE F0 ARG 3k — T 50X L A [F) B 2
b B PsrP & % M 28 B Kk 1R B0 1 s, K HE R
T 2 1 G g5 SO, AT 4% T B i PstP A 3 il 28 B Bk B
ZH B RN AR G i AL

QFEALEED. FEOS A HEDSpr1345
AEdF S M HO RN N AR 2H 2R AR 45 . Spr13457E /N B (Mus
musculus) 1] 595 SCIGH R R ) S SR, Sl
T 24 it B 2 T P 5 A R0 8 B Dl e, 50 G sl T R 24
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I R A A R

P RE AR B R R . WF R, XA I A & AR
25 G G MR AT 45 5 ik, B T2 850 T L e £
IR IR I B 1 J5 PR 45 K R R )R 2 56 IE S Spr1345 RE
A R i b R A, S A EE 6 I R L

32 JEE4AEH

IS ¢ % 3K B 10 200 L BE 5 A5 R 1) 45 B R BE R 1
JEB. 7F il 2 BEER B R 10, 4 2 IHARSE & B A @
K220 aa 5 25 F N B BR AL &5 & . AN I Ath 3505 1A
AE LG, BB S G B 2 W 98 B 2K B 3R 1 2 A AhRE 1) 4H
BG4y, H AT T4 e 1l 2 RE BRI 45 S,
BT IR 5 B0 IR R B K AR B LytA, LytBFILytC 2 4k,
B4 5 PspA, PspC, Pce, PcpA, CbpF, CbpJ F1CbpGRY.,
i 48 % BR 1 2% T 25 (1 A(PspA) 45 4 b 3 35 i 5 AN I 4.
B, KOS SR, atBHEIX . HERREELX .
g X FCHT 25 Mk, H 5 I E D45 A Mm H AW
SR 1E FH, S 30 RMATE AL, FRAR M A C3bTE Il 28
BEBR R R 1 A UTUE, AT T HUAMA A T 1R B R A
H. PspCH] 5 N\ 2 5 % % BRI 1 2 A8 (pIgR) FF 57 14 45
B, A5 B AR o R R W TE R b B 4 B N e e
2 i 5E R ERREIK . MR R R AL S I 4 A
SR G, PspCifk 2 2 Y bR 26 B 1) 7% M B B R B, 5K
56 RS B b il 2 R BR A 09 R RN o O b R E N IfL
W WA = A R . PspC I 5 A MAC3 AITHIA -+
g, RN IR A 5 N 43 3 B G %8 BR 2R (4 A(sIgA) PAFl
JE Ry el A, (R 5 A b R 40 ) 8 B A
2E P, Cbpl(Sp_0378)2& — N IhREA I AEmR 4S5 &
M. ks R BA 7 A RRZS & H S X
— Ty e A 1 BN 45 R4 33, A4 1 5258 % BILChpd BN i
g b3 5 N 1 C- ] B £ [ (C-reactive protein, CRP)
FHHAE R, FIHADDOCK %% 4 T3 1 CbpJ FYN iy 45 1)
3,5 CRP ¥ AH T A RS 3. AR A 50 400K 22 i 3 38 Copl
FICRPE &), B 58 CopI £ 15 £ CRPAT T 1 29
N AR AR A 4 . CbpF(Spr1274)th /& —Fh I g
FRRBRES & 8 A . SR 4S5 14 i 75 CopF 5 Chpl I 4 4
SERISAL, F AR A ) T RE M AN B2

4 JaHbEE

DR ARG 5 2L, Jii 5 BEER T HEAL Y VF 22 B
Wi, AR T KA 4, T A i £ B0 73 5 AN AT A

VE 9l 98 B K B AR K I B, [ I 3 A Bl T 48 1 25 B
A 4. StrH(Spr0057)/2 —NB- L HF BF(EC 3.2.1.52),
2 W 3 K fif Bl GH20 22 16 1 07, 6 fie 9% 7 3K B 2 e 1
T R P E AR, 5 M R R (NanA) . B-
- FU R Bl (Bga AW K 1 5 40 ML 1) 70 W 2873, FLER
BEIE R A M S ERE AL LT O ME R R, 2 FLBEFIN-
ST % R i R R . R M 2 2 M R T P IS 48 5 R R
0 5 B 52 A, AR 30 A T 1D G B . AR A ST 2L b 1 SteH
B AN KSRl 225 e 3, LB AR 2 ) 2 — AN R TIM
4 B 2R A0Sl i 5 51 0 R LA, StHEA
PR A K i T 45 3, 7 2 TR LA 50% 16 1 —
FOPE, ¥ 1 S50 3R B S KR i 5 RS SR AL R
(7 B 4K PR A P 9 R 2 A 5 R B v 104, HEMIX
PR 45 K e 2 18R] BE AT Wik F) RS, 5 Ah i o R AR 43
T, S I IE PR AT BT 5 AN JRURE () 1oop XL (1) Trp443
A Tyr482%F ¥t & FLB(1,2) I W 57 1A 06 75 1. AHIE 7T
AL TR T AE 522 PR PH 1 1 A B A StrHR AL %
PR YRR S PR 0 [R5 2

BgaC & —NB-1 L I, /2 il 28 B BR 1A 10 25 )
BA7-, B8 7K A E P13 H B I e AE Bl . SEMH R
WERK b i) 2 AUME SR 5. A ST T 1.6 AffiBgaC
(7 i A 5 R B T JFL A O i A 5 A 3 A i TR 1)
TIMAE 31 BAERE, AN BgaCik AT AN T BE A 401 1)
PR A, NI RE S H 2 5 0 R &
. 5 ) LUK il v A S8 5 I Trp240, Trp243 BL A
Tyrd55 34N R HE 05 & R 2 B2 R 5 IR e e Ve oK.

BglA-2 /& —/™B-Hl 4 i -6- T IR 1, J& T-HE S K
I GHL SR, '© Re M Ak 27 24 — W5 -6-BE IR /K i i )
PR B -0- W IR . H IR Al 2% e Bk B P 1 T RE R S,
W AT B8 FL AR 0 77 ) 7 T R -6-BE IR 2 5 W T &
1. AW FRALRNT T BglA-2 (1) F Ak 45 KBS, HahFyth
& — ANTIMAT [ 25 W B, 56 T 25 40 1D S st 578 I g
T M S, A AU R B Tyr126, Tyr303 f1 Tyr338 % T
PR - VA 550 1) 6- Tk 2 - 7 46 B 22 OC B 22, Serd24, Lys430
I Tyrd325%F T BglA-2 1 73 i 8 A 1R I A 2 A0 5 1)

5 HibmhHr

2 55 A0 B R A B A G . T T R AL T
SpxB. %MK VI o B A e . AQHHR IR A
A(CepA) S5t 77 Jifi 48 5 Bk T 5 2 1 7 7 R 7 P0L. 5F %
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Virulence factors on the surface of Gram-positive pathogens
and mechanisms of host-pathogen recognition
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Gram-positive pathogens encode various virulence factors, which are required for their growth and pathogenesis. These
virulence factors not only participate in cell division and proliferation, but also mediate adhesion to and invasion of the

host. Owing to investigations on the two important human pathogens Streptococcus pneumoniae and Staphylococcus
aureus in the last decade, we have obtained some meaningful insights into the virulence factors on the bacterial surface.
Here, we focus on the structures and functions of several major virulence factors in order to elucidate the molecular
mechanism by which they contribute to pathogen-host recognition.
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