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(TCSTS), to sense and respond to changes in oxygen tension by regulating transcriptions of
downstream genes. It has been demonstrated that under aerobic condition SrrAB upregulates
the expression of virulence factors and inhibits biofilm formation in S. aureus, however under
anaerobic condition it downregulates the expression of virulence factors, and enhances biofilm
formation. In addition, SrrAB plays different roles in growth and metabolism under aerobic
and anaerobic conditions in S. aureus. Little is known about the function of SrrAB in S. epi-
dermidis, which shares considerable homology with SrrAB of S. aureus. In combination with
previous work of our laboratory, we review the advances of current research of staphylococcal
SrrAB, with the comparison of SrrAB modulation mechanism under aerobic and anaerobic

conditions highlighted.

Keywords: Two-component signal transduction system, SrrAB, Staphylococcus

#5 %4 Bk T4 J& (Staphylococcus) Ay 3 14 B 4801
Je R e IR i) B R E 2 —, T
HA LA Oy SEA—, IR HLHt
), TEERER KRG, A0 AE A B O,
HEFTIEIR AR . SR, FETRH A SRSy v (Gn it 4%
PELFAEREAR), WRIHE O, AR, MRS HAAE T
T LB RERE, AR AR AR T =X, DX Ah
L O, A7 e AR US55 5 5 R 4 (Two-
component signal transduction system, TCSTS)4f
BB RmY T BRI R AN REE R ) (i
FAEH, RS, pH. O, 1 NaCl ¥ 4511
Ak, IR AT S AL AN 51 T e R s i
A, AR EIE I FREE AN R B 00 H e,
BRI TCSTS-SrrAB (Staphylococcal respiratory
response) 3= L3l RNV AN O, FE 1A AT I
AR A . AT 5, B e
HIAERT TCSTS-SITAB It sE 4 %, AR T —&
(R, XT3 K A PR TCSTS-SIrAB IIIFFTA
R TE, SEARREIMR NS, SUET
RAE R SrrAB BT T USRI RELEAR T o

1 H#&IRE TCSTS-SrrAB A:4fE R
Fo i R AR LR
FIBIUAAEE FT B — BB A RS 4R

B, HBEFEA A FAEK %, Aifss ke
TEDRAARAET, R REAT T 8 LUAY BR R/ fiF 12 26
AR FZEM, DUERRN NS, @
suR Y AN IR AT N D N N & e
PRI, AT IS P I — A 4T 31 TG A e
) 1E & TCSTS-ResDE (Aerobic and anaerobic
respiration D and E). Ik, KIGHFFE HthAF7EZ
RIA%) TCSTS (Aerobic respiratory control protein A
and B, ArcAB), fitit5RM, KIHAT A =2
ArcAB, Fnr, NarLX Fl1 NarPQ VUK R Gk
A SFURN SRS R PR AR 3 John P T.
HVLRA Clustalv ZEJFSI Tk, x4 8
{08 %9 3R 77 (S. aureus WCUH29, NCIMB40771)
2FF TCSTS AT HIHAT RG 40 M, KIN 48
A EEKE TCSTS WA 7E U TG FLAT A
ResDE WM 45> R4, w44°~ SrhRS (Staphylo-

coccal resDE homologues regulator and sensor),
SrhR-SrhS 5 ResD-ResE 7E % 4 741 L (1 [A] U5

PR35 K 67.8%F1 33.7%, FF RS T 480
A BRI SrhRS FEIRE &AM T TEE. JLT-IH
i}, Jeremy M. Y.45CPLR FH S BIAY )5 35 (TBLAS TN
program), & BLTE 53 — ¥k 4 9% (0 A 4G Bk 1 (S
aureus MNB)JER L it AFAE 2 TCSTS, If
FKz2 4 SrtAB (SThRS 55 SrrAB Jim i 25 Bk i 1 [] —
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EXWHDZRSG, N T5%—, LUGFA SrrAB), H
H1, SIrA-SrrB 5 ResD-ResE 1 8 11751 L 1) [A] I
PESIH 67%H133%, 5 iR SCRRHE SR —2;
I RIS ZH 1Y) 7 7 w5 srrB LR AFSY SrrAB
AR OHARE T IIRE. SrAB NMUFET
A B0 7] 2 PR R AR B A A BR A D, AR TR
JH 2 AT 72 (Bacillus respiratory response A and B,
BITAB)™ix—3 GTRATH . 76 LRGN AB
P ITH R, A BT (s & ) B[R] B
BIC(REZ AR (R 1), Hh AFITE OmpR %%,
e bS5 — 120 20 -2 SRR AR SE2H hi 1) R
JiE - 5 £ - W g " B T (Helix-turn-helix motif, HTH
BF), ART 5 Tl iR H g4, B ot
J& TSR R 2H RV AR 23R, e RS
MIZH A FRFR L (N S. aureus-H369), /K MEEE />
Brg s, 3 N SmfrrE—142 140-160 >z HEfR 5%

BEZH WL R AP SR R, K T A 5 R A B o T
PNV C wi e ok, XA T 5 A RAECAE
SN 456 e LR, REAY)
FEIR EAAENT R 220, (B AT B PRI TR
IR 1 SR EAEAE R BE R R, B el
A REREAH IR (5 5 (O, YeEE), Jfafid A [ slAH Bl
HIBALRE B, XXSE R B A KT SrrAB 1Y
FHEIRE A —E e = X
Ao AR B EAT IR 3 R B A Ak
1#(S. epidermidis 1457 . RP62A il ATCC-12228)
4 O 2 3R % (S. aureus-Mu3. Col #i
Newman, % 2), M PubMed =434 IF g AH 5
TCSTS WK FIEE F P41, R Vector NTI £k
S3 SR REAT R FAIH 2 HUAT Y ResDE #E4T
Fext . ArdrlRl s, BT S, epidermidis 1457 3
R P AN, (HY RP62A HA B & R

£ 1 EREEETKE TCSTS-SrrAB 5EHERIER IR TS

Table 1 Homological analysis of staphylococcal TCSTS-SrrAB on the gene and protein

sequence with other homologues

HERERS) S. epidermidis 1457

Strains (No.) srrA identical srrB identical SrrA identical SrrB identical
Ncoosarey e 100% (126 ) 99.9%" (1 770 nt) 100% (241 aa) 100% (589 a2)
S epidermidis 12228 15004 (726 nt) 100% (1 770 nt) 100% (241 aa) 100% (589 aa)
(NC004461)
?Nac%rgggﬁg" 80.6% (726 nt) 71.3% (1 752 nt) 90.5% (241 aa) 70.8% (583 aa)
f,'\l"é‘ggg;g'\g)“ 80.4% (726 nt) 70.8% (1 767 nt) 90.5% (241 aa) 70.2% (588 aa)
?N%%roegg ﬂ?""ma‘” 80.6% (726 nt) 71.3% (1 752 nt) 90.5% (241 aa) 71.0% (583 aa)
B. subtilis str. 168
(NC000964) 64.1% (resD, 723 nt) 52.2% (resE, 1 770 nt) 65.3% (ResD, 240 aa) 33.4% (ResE, 589 aa)
(B,\'Iggg';ggg SULAMES 63996 (brrA, 717nt)  52.9% (brrB, 1776nt)  67.9% (BrrA, 238aa)  32.3% (BrrB, 501 aa)

T * FER R HIAERES 1457 BERE srrB 2 145 1 569 v i3k C”, FER J HAERE RP62A H oA T, H H4mi%H) &£ MR
AR NP ERR, GCGIGCA). RiE AT MBIEFT B P 1 50 Va3 8 1143 BIFR M ResD Fl BreA,; 2H &R 25 1 IR N #5331

Fr-H ResE 1 BrrB.

Note: *: The 1 569" base of srrB is “C” in S. epidermidis 1457, but “T” in S. epidermidis RP62A, the amino acid which they encoded
is alanine in the same (GCG/GCA). Response regulators in B. subtilis and B. anthracis are named ResD and BrrA, respectively. His-

tidine kinase sensors are named ResE and BrrB, respectively.
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Table 2 Features of model strains of S. aureus and S. epidermidis

173 REIE SR
Strains Features References
S. epidermidis 1457 FEHAFEMARA, 15 RP62A BATEGR RN, kAR B A Ak [14-16]
TIRER ST At This study
S. epidermidis RP62A IR T — K SR ORI AE f8 2, BRI AT i 2, A BGR AR T, [17-19]
AW R, BT AR TR JAH AL AR 52
S. epidermidis ATCC 12228  BLIAIZH ¥ 5tif 28, AEWBIE 0T, AEBomERE, & H TR ey it 20]
RI% A bRERE
S. aureus-Mu3 I AR B2 B v 8 1) — R X T B R S BT 25 1 MRSA bk, 44 H
ASF: VRSA (Japanese hetero-VRSA), =i [RVET S. aureus-Mu50, % [21-22]
BEENe = gl
S. aureus-Col AyES A DY B, AT RS, R MRSA, (7]t 7]
EEMPIAERMEER . WHRRE
S. auerus-Newman e AR RS EHER B, S SR . A e AR SO 5
TEHFE S ML G E R, A hitEER, W —RrbiERBU®R, 5 [23-24]

S. aureus MW2., Mu50. N315 %5 MRSA BEiEIbHE B4t

£, DL RP62A FEK 4 5eikit 514, PCR 4714
S. epidermidis 1457 %) srrA 1 srrB JE [F 5y, &
23R, FrSas RS H AN B PF I A5G TCSTS
AT HON . R B SITA 5 SrB R4 B (4 4
R A A1 R A A R TR 2 I ) R e e, BT K
PS5 AT B 22 1) A ) W 5 o SR 3 % 4 1)

2 FiEFRE TCSTS-SIrtAB {555
Pk
TCSTS J2—E MWl ArAE T FZ A Y b 5E 510

F5HS RGP H P 2).
— A2 R AR 1 4 (Histidine kinase sensor, S),

GR 1), HE—LLIK R A IR ESERRTS N
RGN A, SRR H R 58 HE
RS F RN —2K, AT R MIRIEAT
BRER N =2, MRS LIRS —E( 1),

WHEE—NEREN, B 3 ARk, A
N %3] C ik UCh BRI 5 (Input) 4 & 45
(FEERTAR) . 2R A B B AL AL S (HAMP)
FOATP S5 G0 73— RN 5 H

Bacillus anthracis str. Ames (0.100 8)
Bacillus subtilis subsp. subtilis str. 168 (0.121 9)

Staphylococcus epidermidis ATCC12228 (0.000 0)
4‘ Staphylococcus epidermidis 1457 (0.000 0)

Staphylococcus epidermidis RP62A (0.000 0)

Staphylococcus aureus subsp. aureus Newman (0.000 0)
4‘ Staphylococcus aureus subsp. aureus Mu3 (0.000 0)

Staphylococcus aureus subsp. aureus Col (0.000 0)

B 1 MREXIES RGN FEEFIIENH I
Fig. 1 Phylogenetic tree of response regulator related respiratory-response TCSTS
T 185 S NEER/IMUREE BT I, (0K, MERpE, FpkEESGIEBIR, ~ZIRA.

Note: The values in the brackets indicate homology, bigger one indicating lower homology, smaller one indicating higher homology.
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2 THEHFKENANESESARL SrrAB BIZHEITE

Fig. 2 Regulation mechanism model of TCSTS-SrrAB in S. aureus
T SrB: BSIREE I, BUNAMNE 0,281k, SrrAr MUIREN, BRI TN Fe R, @ BEREEH], (0 FoRXUa it
AR O M FETIAE . i Sk I J7 [0l e s T 18], ATRAR1F T, BERRALAY SrrA s txt, spa, icaR FIRNA IS 8 7454,
B R T IR, A YIBOE RE I AR AR5 RS T, 45 R SR, RN T BRAL, AP hoe
JRE 35 B R R 0%,
Note: SrrB: Transmembrane protein, upon signaling, SrrB is autophosphorylated and transfers the phosphate to SrrA, which is lo-

cated in the cytoplasm; (P: Phosphoryl group; (?): Bidirectional transcriptional regulation. Phosphorylated srrA binds to the pro-
moters of txt, spa, ica, and agr, which probably responsible for the ability of SrrAB to alter expression of TSST-1, SPA, IcaA, and agr

RNAIII, following by alteration of virulence, biofilm formation and growth, et al®®%,

(DNA-binding response regulator, R), 431~
ZEAER, N I 5 A RE 1 32 W IR 5L AT 1) R A
B (X PRST), I IX; C i DNAZE &1
RLORRBLIX, A R AR, ] 2N ]
(#0751 45 5 729 4 A SR A 5 (O, M AR
fb)5 B B A X A EL AR S A 25 A A
SEAL BN, i ATP 254600 55k, &a
ATP J45 Hok i Jy ADP, HETDRE K i T K B
PR HE A1 7 7 21 2H 2 8 v 4 (HisKA) L, i f
SR, BERibny B EARE S A MR
X2 A, KRR E A AN REAHR
MRl b, BERILIS I A SAMWE K E AR,
%% DNA 5500, 5AFR DNA [FoI456
7 & FE W4 DI BE
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3 H&ERE TCSTS-SrrAB S4E
HERAH

FHEHAGNIE, A 4 PR WO HEEKE
TCSTS-SIAB UIfiEpliise i3, #3550 SrrAB
TEAREE O YR B T I g m A= 4 A M8 )
45 AP RAE, EREMEE T, S EmERk
F(S. aureus RN4220) srrB 2848 MR HTF A= A=
Wl AR tg, (AFEA AR T AR T 20, MR,
Throup J. P.Z5ESR I “hit & run” g8 A8 pepb a1 4 i
A AT ERTE (S. aureus-WCUH29, NCIMB40771)
SITAB 28754k, bk 201 bp A B (f445 SreA A4
C i A1 SrrB RS 5%, &l 3), JFTEmERALE N
ALK 3T, VIR AB #0 T I Zmfis it & A
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201 bp deletion

______

S.a WCUH29 genome : !

3 S£HEBEEKE srrAB EEFBTIEN

Fig. 3 Physical map of srrAB deletion in S. aureus
FETCTERETIRERT SrrA UK, JFHTC srrB KL A
() i S (TEA L EZ T A TR RIR AL, X ik
PEIE 0 D) B8 45 A I O R VA AN 2R Sy — R
). BFSRRIN, TEAE AT srrAB RARR MY A
T R/NFIAE R S B AE R A OB e 22 5, (HAE
RAGFA TN AERK B R E, $nTERARFT,
S OHAIERE TCSTS-SITAB 540 4R KA
WXRREAK, 5 IR SCEAGE SR —3, 755,
Y2 18 K F 4 1, 7k (Two-dimensional gel elec-
trophoresis) i /7 R AFSE srrAB 8748 1) 22 R AR 1
1% Image Master Elite #k{4-E 800, 22548 215
DL A RS, I S 2 S B O
GIHT, FTAR 915 4 i 0 2 R T s PR 2 e
e, AR A 5T Y RIS AR Y Bh g . 45
R, EAESMFTA 10 DEREAL, Hi 4
AL, 6 AT FERESA N A 19 MEA A
Mg, Hop 12 4 1A, 7 AR, ERAESET,
%5 = BRIRAIE R B (AN B FABE CoA & Rl o/ BV
BN | FIEH R R AN L SRR il 55 ) 7 SrrAB 58728
PR 1 Bl 5 A I AH DG 1 Tl (AN £ I 3t = g A
L-FLIR NGBl ) 7E A SR SR A M FER R, X
SO HE RS A TR A RE A DA DG, SR 4
O %IERE TCSTS-SITAB ] BEIE i 4 1X LE fify
A P A S e 240 AT ) A B AR

4 FjZFKE TCSTS-SrrAB 5% )

1968 435 [E 4l 1 45— Ml HY AR AR 4 v
{0824 EK E (Methicillin-resistant S. aureus, MRSA)

TSR, TR 24 R | T ATz ok
FER, B KIS B A R (An U7 iy B R /Vancomycin,
B hi 7 Teicoplanin) B IAESEIRYTY MRSA Jikijx
WGBSk SR, 1979 4F 1 WKARGE T 1 7 i %5
R F B A BRI, 1997 4F H A R T i )7
W R ) 4 B (0 4 %4 BK & (Vancomycin-resistant
S.aureus, VRSA), IX %5757 i 4 BR B B L7 ok
THAPRP, T MRSA fl VRSA AT,
DL 4 e 0w AR e P AR Z R A R iz
ZEPERE (W TSST-1. SPA. PVL., y# Il E .
leukocidin A/B 25) k5 B0 R4 -5 T 40
FHEAEHI R R, BT AR [ s
20 i (I 2 b PR 20 ) SRS 5 e, G H2 A
XA MRSA (Community-associated MRSA,
CA-MRSA) = 1135 4 )5 15 25 FH (Phenol-soluble
modulin, PSM), BA &M AIERE ), 7E20R
PEERBUN2VE . Eha s, THErEN
T S i 7 o 330400, i 2 pe A A BR B R A ) 7
FAEW AR, PSM-8J24 B i a BRI A M B A
AIMIIE RE R RE R, HAE A A i (O A 3K T ™
A R HABE A PSM 8545 21 CIRZE MR,
FEAEAEANEE YA BRI UAE YR, 51y
SpPERYY . TR 518 EAMAH BRI R,
15 43 WA 4 Jif ) 22 B (Polysaccharide intercellular ad-
hesion, PIA)E&H (40 Extracellular matrix-binding
protein, Embp) R Ba AR, k3% 7 I 40 B AN AT
R (B 2R 25, I A 9k B B R A% 2
A

HATHFE R, MR EA KNS IR £
A AN 2248 (Quorum sensing systems, QS) .
4 JR1 895 2 45 (Global regulators) 5 L £H 43 2 45
(TCSTS) . ##i Bl 2 A3 15 5 4t (Accessory  gene
regulator, agr) il luxS & 8 & LAY~ 2 QS,
FELEWIIBIE B AN T B B 2 HEAE FH I SigB Al
SarA &P EE Y 4R R4, TCSTS
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TEA STAB. ArlRS Fll SagSR (33033497501
Yarwood J. M. %5 BUAF 57 4 %% 5 5K 1 SrrAB
(S. aureus RN4220)JA ¥ 8¢ 105 & B, FEX A+
Ja AR E W, SITAB (19 3R A TE R R B
(1%—2% O) A AL, STAB Kikihy
RNAI #7724 £ U AHSE . Northern BN 7R, 7E
IR, srrB 2878k RNAI FRIRFEFAE bk
1, FAMA(SIrAB i FRik) RNAIN Rk X [n] 5 2]
M. B FR E S srrAB ik
A AR T AR, TR R A P, srrB 2 B
TSST-1 7 A= Y B B A= R B W 0l /b, HOAMR X
P B LR AR o 3E— 25 SR it 2 4 A S
SPA MRiAHE, TEMAAIRELT, srrB R75Hk SPA
ik B, TEA SR N, BAME SPA
(10 2 1K 42300 P A KO B0 R 4 9 € 4 Bk
A SITAB 2 Z e MR, TEIRESMFT
FESEIR ) R A (8 2),

Pragman A. A ZE00 Jeri g T 4 v (0 A A K
8 TCSTS-SITAB (S. aureus RN4220)fE N7, WF
FRMPTTEEA SrAS T A MK T, A= RIS
SrrB i T MM L, SrrB 7 W B s B gl b 3 1] 7
A — A K VE I BB AD X S5 B (B 2) . 3 by
SrTAB R T-HUHE SRAF I & B, srrAB HA—A>
RESERIA T, XIRREL A srrA HUMEL SR, EA
SITAB JL[RFE 5%, ANAEAE srrB B S A1 o
FH, VK 58 1 BHL i 52 56 (Electrophoretic mobility  shift
assay, EMSA)#E7R, SrrA BES srrAB, tsst-1. spa.
agr P2 fil agr P3 Ja sl 456, e Bt a A akia
TCSTS-SITAB {453 Jy HE P g e ik fd it 1 F %2
VARSI TR o Syt — 20 B B A PN 4 v (5 3 4
Bk TCSTS-SrrAB 7ET: H A7 MAYEI, 1E#
P Tl N BB LS 7R (25 51 DL SCHR[30]) o
W, ZAEEENLK R X RNA (Antisense RNA)FH;
AR T4 v (A% BR A TCSTS-SITAB (S. aureus
MN8, TSST-1 B, HEMEIRTELR G AR B IR Sy

http://journals.im.ac.cn/wswxtbcn

B DRSS, N VYIRS T 0 SR
PYJIY4 R S srrA EALFokE (A4S 2 ok /R X
M), DA T4 AR E srrAB IEsE, ]
Northern F11 Western 7432 5IEE S /5 SIrA 1E
mMRNA FIH FHKFHY THLRICR . RT-PCR 7R, 75
S5 srrA 1 srrB YL SR E, JUHUR srrA (AT
ik 60%) . TEA B ARA (1% O)) 54 F, IUFFRE T
FHRBERBFHRARKIGZ 2 h, BT S 3
MRA KR Z W W 1 O, TR AT, SIrAB
I EE A B WA STk tst. spa Al icaR 11
Sk, RUPE AT R A U A BRI TR, )G
H P icaADBC Y% S M A= IR B, 7
ik O FR5E T, SITAB _F- i £ P it S AL R I 0
IR, O R R AS A T A A &
BER (S 3CR4]1— 30 AEREASFAE T, STAB T
JHEE I HF tst Fil spa (3K, [FIBSHIHH] icaR ()3
ik, IR T 1caR Xt icaADBC %% st Al 1
H, M —Jr missas 7 A= DsEme s ae 71 (B 2).
UEAh, A E P A k. BRI A LR
() 21 B4 B (0 35 2 R TCSTS-SrrAB BEA TN,
BEELEAS BT, LABA AN [ JE Y SITAB 7R TR
FEHRE P AR SFRREE, JEXTHA 2 BR(N2
F1IN19) SrrA #H4T N s, 258 & MAFTE S
BIR SR FUIR A B RS F RO —2, Ak
MBS, BiTREAN D, VAR
T (02<0.3%), SrrA 25 1 N Ui il 2 Hk 4 3 (04
EIRA RN A KRG, BH L RELLE T
(AN M ZEF TSST-1) AR, s 5 LR R —
B, JEEAR, PTREAE PN ORI AR [T

5 & BKE TCSTS-SrrAB 54 p%

TG 2N R, 20 TR LA A V7 it 20 i
(Planktonic cell) ATl A firidi 3l F55 L If
ANt . 1982 4FA7 SCHkHRGED, 2 ARk
T AE 7 A2 —FORE VBORE ) 5T (Slime) Kl B Tk 224
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JEFTA, A A K 5 A —Fh g S ——
Yl (Biofilm), 1988 4F Shapiro 2 H 407 J&nl LA
DM, BA BRI N Z iRy, £
IR B B VR D 200 B B 5 R 1 B0 ) K T,
YR T AE A SR, ZJER 20
ZAEHL, ENIMRZ AN 2= KBS E YRR IE
B 5H . AFERE SRR S R R A
J5 T RIFISE, LIYIRE & B A ok 40 o A= 0 5 |
LTI 251 S R PRI YL [, 21 TCSTS £
P A W BOY i A v 4 A TR A,
I, FEH TCSTS (JUHZ4H B A= 1 Bl i b i 1
TCSTS, U YycFG ZB7 3N/ iy A 4y i ot
AR S A NI 55 B TS 24 1 20 T B i 4%
A= PRI BRI 4 e — > 22 P 3R AR
EESRE, T4 Ica KA Gl AT IR ica #R4L
SN PLA (-G T 42 AR ) F 1ca RIS
7 (G 2 5 i 48 O ) 8 10 sl A R T 081 4 A g 1
FE %, 1 Aap. Embp il eDNA %5), ica #:4E T
15 4 NI HGESHESE (icaADBC) Al 1 4N J7 7] 1Y
WA (icaR), Hgmtd & HE PIA (dHffER £
PRGBS 2) A B CEE B (] 2). Martina Ulrich
S5 BURH pBT2 Ay 3 4 H (04 45 BR 7 (ATCC
35556) SITAB %45k, RT-PCR /R, 7EIRA K
F srrAB 2875k IcaA Ak i AR T HF A4k,
K235 B (Dot blot assay) iz, srrAB 2828 #k
JLF3A PIA (363K, srrAB [RI &4k icaA R Fik
K PIA 6 BUCS B AARAHL, EMSA #f—20 IR,
BEBRILAY SrrA 5 icaA L7 100 bp & ERITF1k:
Fe4h G, BOREIRESEAMET SrrAB RS i icaA
FRIR, fEidE PIA G AL, TS 3 A P TE
B 2), (HAEAT E 551 F JCE 4 bk SIrAB 41,
HAbp 3 EE N FR 25 icaA AYIEEE (4
IcaR), IcaR J& T TetR 5%, HA M icaA 4 5511
Rk o A IFgE R WP 7 R 2 B A A Bk
(S. epidermidis 047) icaR Ay AR, PIA AYA L

PR R s, (E AR R K B SrrA T
& icaR A

6 HAERE TCSTS-SrrAB JF#HLH]
11]:77 994

HPEM R A BRE TCSTS-SrrAB R AL 1)
Ilfi A2 S, Throup J. PAEMEEE CD1 /MR, 57 Bl
B o AR ARE A M O R A R TR I G AR
YIF PBS ¥t 2 K, 1 Aco £ 0.2, RBFRIKITS
0.2 mL B, 5 d J5Abst/INER, BOSU B e A1 35 5
A TE IR, TCERTRARTE /D BUE I 0 5 A K g
J1o GERKIN, srrAB AT RRESE A R 3 4 Log
1B (%A% 1 000 %), Pragman A. A 2B T 35
VY 2% A0 A IRER YL A Y, I A 331 80 K 3l ik
SEELAOE, 52 hJFBUE 8% 4D,
ST RN ERIKE ST 1 omL BRI (4 00 A B TR 4
Todd-Hewitt 3555 2F20E ], PBS ¥t 2 IR, 4 Asoo
% 0.6), 96 h J5AbFEsIY, il s f 3= 3h o A=
Y8, 18 sh oS 30 5 M v T 4. 45
WoR: 786 D, BT LI 1R
Y1, MR 40 CFU; tstid Faktkrp &2 6 4~
By, SFHE N 2.0x107 CFULD,; 7E tst
I FIRMIERE FREE srrAB it kbR, R A
B3 ANEAY, SFHEREN 2.0x10° CFULL,
PRIt IR TSST-1 FEE W O AER I MEE )
WA, SR, JEFE3k SrrAB R4 TSST-1.SPA
Al RNAINI B33k, 5 tst iERkMRA L, 5 1F%
44 100 4%, Martina Ulrich 25525 T34 4 o
HIFERTE SrrAB JHEE ica F SRR YIS, R
FAAH R A B iR g0 . 25 R BN, IR
FAFTT srrAB ZR75 K PIA A il B0 BT A bk b 25 %
I, T MR A A Y A P RE )i, srrAB [a]
ERIBTIAFBIFARL IS . FEA AT, srrAB
ZRAKR G B AR BIE VR RE S 22 RS
S, R PRI S S O IKE M, R
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HI AL
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K)o RN, srrA SR SR AR VAL, EA
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¥ BLRE JIREAR, X FH BT AE 22 0 R e el A,
HOEH R AR BB R srrA SAERRIE IR AEY)
FRAC T A R, srrA [T Rk AR K A W IETE A
RE I S AR . EIRASM FAERAEE
B . R QRT-PCR X 5 0 A 4 RS2 ol ) 5 55
SR TG SRS 3T, R BH srrA 2828 Rk icaR I
I icaA T, S 5IFIRACHEAY 2K 1T,
IEAE AT LU RE srrA SEAERA W REIREAIG | AR AT
JE IR, AR IIRE LT srrA 2 RAEY)
HRIGER RS, 4805 3R B 4T BK 1A SrrAB A
1 K A= P IETE B AL 5 4 B €6 3 45 Bk TR A BT
AR, BRI AE i — 5

8 HiES5RYE
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