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Abstract ; Although Streptococcus anginosus is a part of the normal flora found in human dental plaque,
recent studies indicate that S. anginosus infection in oral mucosa can be associated with oral squamous
cell carcinoma. The organism possesses a number of pathogenic properties, however, the adhesive
mechanism that mediates the initial process of S. anginosus infection to oral mucosal epithelial cells
remains to be elucidated. In this study, the adhesive abilities of S. anginosus to mucosal epithelial cells of
a human larynx carcinoma cell line (HEp-2 cells) and a gingival epithelial cell line (GE1 cells) as well as the
immobilized fibronectin were investigated. The results indicated that S. anginosus can adhere to both
mucosal epithelial cells as other oral streptococci do, and that the adhesive ability could be ascribable to
mainly its fibronectin-mediated adherence to the mucosal epithelial cells. It was also indicated that the
adhesive ability to HEp-2 cells of the S. anginosus isolates from oral cancer tissues was significantly
higher than that of the isolates from the plaque sample of healthy subjects. Although the cell-surface
expression of fibronectin in HEp-2 cells was augmented by the bacterial adhesion itself and the autocrine
activation of TGF-B 1 induced by the bacterial adhesion, the addition of exogenous fibronectin (10 nM)
enhanced the S. anginosus adherence to HEp-2 cells. Furthermore, the pretreatments with fibronectin of
the bacterial cells as well as HEp-2 cells enhanced the S. anginosus adherence, and the enhancements
were abrogated by the addition of anti-fibronectin antibodies, suggesting the coexistence of a direct
adhesion of S. anginosus to the fibronectin of HEp-2 cell surfaces and another fibronectin-mediated
adhesion mechanism involving a fibronectin bridge between the S. anginosus fibronectin-binding
molecule(s) and the integrins of HEp-2 cells. Moreover, the adhesive ability of the oral cancer isolates of
S. anginosus was markedly higher than those of the plaque sample isolates and of the laboratory strain of
S. anginosus. Taken together, the present findings suggest that S. anginosus could adhere to mucosal
epithelial cells via multiple adhesion mechanisms, and the adhesive ability to fibronectin could be involved

in the pathogenicity of S. anginosus, leading to the onset of oral squamous cell carcinoma.
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Streptococcus anginosus \x v b DI, Bz
(FroN) TI9—=7EAET ALy HERED
— R T, 16S rRNA O#EFEEHICE O L~
Y ERE DR TIL S, constellatus, S. intermedius
& & 312 anginosus group 2J& L C\WwWAY, ]
FELIAACIT E5GE, 1B, WIRAEZR ORI
WCAIFEL, WINOFAIZB TS EAEME
FO—BCTHEMEIIERWEZZ 5N TWD S,
Jili %0 Pl © DAL IR 1 A S G DR R D R
AR E DA EPRFESINTNELEY,

L2rL, 1995 4E8 K V1998 4R12, S. anginosus
D72 IREHEIZ OV TOIMEN 2 I N7,
ZhE, & OB B LUEEORT LR
25 S. anginosus D/ 2 DNA I3 EHHET
MHEND & OHRET, S anginosus 7355 (4E
WEsdE) \CBEGTAZEERRTLE LD,
S. anginosus DEBEE TN TH L IIETOE
FEIZ D AR D EGHDB S LT 5 ] REME 2 7RI
TE5LOTHo7z. ZOMELKE £ 0%k
TW— T8 S. anginosus DIRIENE, Bl EWE
FEIWCBE DL BZWMEMEIERT S L9110k o 7.
BAx DTNV —TTh, S. anginosus DEY
SRR D WERR IR LT, BRRobEis
il L BRRERIZORB Ly rutrF oy
F—E 2R —BLEEO~Y I U T =T DOD
BRELA% S, anginosus WEHFET 5 2 & B
L&, 72T L OB EMIZDOWT
&, BRICOERTELERE TS, anginosus &Gt
EHECTBRINAZEPPEL P ER - TE
720 A ORI V—T T, HERTL
e g DF) 45% T S. anginosus BEEEHB R 5N 5
Tk, F7, OFEEMERRC S anginosus G
Ronsa, 75 —27%I2h S anginosus ®
1%  ZEPROLN, TIF—27HmoS
anginosus & CIESEHRRR T O S. anginosus ¥k D
FIIA TR L2, T59—70S
anginosus NDEEFETHAH Z X HLPIT L
72 IS OWEE RN S, IR IR E S
% S. anginosus R Clx (BEIZRSNZW) [

hEe

HE

JPEREHE bR 103 AT ERER A LT\ 5B C
EPHERM SN B A, KW MBI A4
ERBIIOVWTIEINETOL I AIFZEALH
AT HhIL TR\,

HE G D 55— B B 13 g BB~ DA 120G
52 L0, BEMENORENERFLZ
Ot EBEOBHITHE VL v AT IHR
WeF 2§ 2 ECEHEET, FHOREEOR:
MBI OV TILFEICH RS TTbhTns, L
T ERREE TIE S. pyogenes T, KB B
MENE ISk > AB49 Mifm, MEBEAGHE - Rz Hisk o
HEp-2 Mg, B & IR A B R fa ik 0 HUVEC
(human umbilical vein endothelial cell) HHiZ &
Vo 7z bR R RE AR R I PN 2 MR AR & RV T
EERBOMBEIEATBYYY F 74 S
pyogenes MIOMNEFERF & L CEEHZD7 147
Uk F UAEES vy BTS2 & A
LI ENTWLED,

T4 70T F s T 450 kDa ok ¥
X7 ET, FE LRSS 5 ERE A
fash~ b1 v 7 A (ECM) & » /37 B Tdh 5>,
ZD72%, KifE EEMIICAAET 5% < OME
DN ERTOER) v Kk p0ns® i
W74 7arrFUEanfe LT, L
HERE Tl S. pyogenes @ Stb1 B LU SHIT?,
S. dysgalactice ® FnBA B X UF FnbB®, S
gordomii @ CshA B & UF FbpA®, S. prewmoniae
D PavA™ 7z &S, Staphylococcus aureus Tl
FnBPA® 2 ENEE SN TS, L2 L, S
anginosus O L R~ S % BEt L 72
W <, S anginosus DT 4 TARTF v
EETTIZOVTHHL P TIEE R, 22 TR
roecit, BEe N 79— B X UOERER
TREHRR X D 8EL 72 S. anginosus Bk & v
T, S. anginosus ORI LR AL~ O EHEAE
WCOWTHRET 5 & &b IZ, S anginosus @
TATERTFURERBL T 71 7047 F
YREETTFIIOWTHER L7z, 5612, MR L
FHENOfNERE»OEABGE KD S
anginosus TR OIRBEFFREIZONWT D BRE =
1o 7.
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1. FRME, Makks X UREAE

S. anginosus NCTC 10713 # (Lancefield group
G), S. anginosus BEIR5THEERE (171 e R H Sk Ak
BLIUREZET 7 —7HFHK, BIUZoM
OOWEL Y ERE/EE LTS, sanguinis ATCC
10556 #%, S. mitis ATCC 49456 ¥k, S. mutans
ATCC 25175 Bk, S. gordonii ATCC 10558 ¥k %
A7z, WA X Todd Hewitt Broth (Becton
and Dickinson Co., Cockeysville, MD, USA) {2
BAE L 37C T 24 ReRe# L 72,

KL LR MR & LT, e N BRI b R
8 H 3 #% @ Human larynx carcinoma cell line
ATCC CCL-23 ¥ (HEp-2 AHlfg ; K H ARZLEKE
Rt KBR), B IO~ AvhA Rz g H 2k
? GE1 Mg CaT-BERF RS 17 K 7 78 dl 4
R RS BIUEFIE LI Do
5) % v 7. HEp-2 # B2 1%, Dulbecco’ s
modified Eagle's medium (DMEM; SIGMA-
ARDRICH, St. Louis, MO, USA) 2 10% (v/v) 7
VIR (FBS: Invitrogen Co., Carlsbad, CA,
USA) BEU100U/ml =1 ¥, 100 ug/ml
AMLVTIRAT Y (=YY - AMNLT B
<A ¥ V¥ SIGMA-ARDRICH) % @0 L 725
HT, 5% CO:z— 95% KA, 37C DEMFTHRE-
MEFF L 7o, GE1 #Mifw L, 1% (v/v) FBS &1
SFM-101 374 (H KBRS, HR) 1ZH
BRIZR=2 ) v - ANV T NS T VBRI
L723&T, 5% CO2— 95% K4, 33CHLHET
B - MR L7
2. HEp2#ifas X O° GE1 MilE~D S. anginosus

DI AERE

S. anginosus B L O BEL » FERE K T,
[6-*H]-thymidine 37 kBq/ml 74 F ¢ 37C T
18 REMIREZE L, [PHIESR L 72, BER TR,
RAE T R ) BRI E REIEK [PBS pH74]T
2EvEE L, PHIESME 2B L2 PH]
I (10,000 cpm = 5 % 10° CFU) %, 12
KR E 7 L — b (Nunc A/S, Roskilde,
Denmark) T2 > 7)Vx > b2 L7z HEp-2

fak L OV GEL Miffe (5 EEROBLE 12 e R
MHEFBS ERZVYV-AMLT IRV VR
zFR\ 72 DMEM TH:#) i, 37C T 90
SrEEE L7 FRMIEME 2 R, B L2,
2M NaOH % 500 p1 i1z T 65T T 20 - H5HE
L, HEp2 BLU'GE1 Mg Z &% L, HEME
EONL L7z, kY v FL—arvhrry—
(ALOKA LIQUID SCINTILLATION COUNTER
LSC-6100; 7 17, Hi) = HWTHEHEE %
WL, MHEEREE L.
3. ECM % X2 E~D S. anginosus DI ERE

ECM % » X7 BELTiE7470%0F
v, 93z, BharrsFrB8Itags—r
> (W¥hd SIGMA-ARDRICH) % Fvy, [E+H
fL L7z ECM & » 7327 B~ PHIEBRME O
FTEWED S, ECM ¥ ¥ /87 DA bE
FEL? $bb, 6 RIA70SL—1
(Nunc A/S) IZR#JEE 20 pg/ml @ ECM %
VRZEERRML, W ACTEHEL, B
L72% 1% 41 70V 7 3 » (SIGMA-
ARDRICH) T7uv %7 %4T-72. TRz
CHIE#ME G x 10°CFU) =iz, 37CT
90 /I IEE L7z, FETAAAIE 2 Phig, bRt L7:
%, 25% NV TV BT INA TR A MR % 1
WL, ZOGHEMED o EME 2 e L7,
4. HEp2 fi@icBi3a 71 70ar7F 2D

FH

HEp2 Mifgdx a7y M ETHEEL,
TGF- 1(10 nM) C 24 KF[E/LH 7. PBS T
2 MPEHEH VA7 L —sN—=THIL,
Laemmli® ® FHICE T T, 10%ER) 727 U
TIRTIVEHWCTHESY ¥ /87 E O SDS-
PAGE #4To /2. WXL AY 7y 547
(X, Sasaki M.HLDFEVIZHEL, C=)FrY
7)NVF 1) F (PVDF) & (Millipore Co., Bedford,
MA, USA) 12 200mA, 1BEM#EE %17 2%,
00BHEML 72T ABT7 4 707 F Yk
(SIGMA-ARDRICH), 3,000 f&@ R L7z7 VA
V74 A7 77— EEERTFH TR IgG
P4k (Promega Co, WI, USA) B X U8 BCIP/
NBT % A Alkaline Phosphatase Substrate
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(Invitrogen Co.) % H\THREHL 72

5. S. anginosus WHERIEIZ & 5 HEp-2 Mg o
TGFBl1BLU 7 1 70ty F VBEFREHR
a7 NIy b FCEFELZ HEp2 Ml

S. anginosus NCTC 10713 Bk % 5 x 10° CFU &

L, 37C, 904r, 5% CO=— 95% K& F TR

L7z BEESK, RNA Ml v b (QIAGEN

Co., Hilden, Germany) T total RNA % [E[I¥ L

72. Superscript II reverse transcriptase

(Invitrogen Co.) % H\» T cDNA % &k L,

TGF-p1 (F;5-GGGACT ATCCACCTGCAA

GA-3,R;5-CCT CCT TGG CGT AGT AGT CG-

3), 7470325 (F 5CCG TGG GCA

ACT CTG TC-3, R, 5-TGC GGC AGT TGT

CACAG3), BLU T/ F VRN T4 ~v—

(F; 5-TGC TGG GCC GCT CTA GGC AC-3,

R; 5-TGG CCT TAG GGT TCA GGG GG-3) %

HWTPCR #1r>72. PCR ®5&Mi1x 95C T

0, 52CT30#, 2CT60HD 4051 2

WTAT- 729 RSk, =F V75704

et 1.8% 7 Hu— A4 & Fv CRAKE

L, PFYAALNVIF—%—TPCREWYW%L WK

HL7z.

6. HEp-2 Mifs~D S. anginosus 1512 BT 5
TGF-B 1 AL 5%
a7V IT Y P ETEERE L HEp2 MRl

TGF-B1 (10 nM) Z @0 L 24 BRRREEE L 72

S. anginosus NCTC 10713 #£3B X OV LI FEHE FH#%

HH3E S. anginosus ¥ @ HEp-2 M~ D 355

RO REHEMED HRET L 72,

7. HEp-2 Mifg~® S. anginosus NCTC 10713
OB ICKIZT 74 7057 F ViRIMOE
2
Ty 7Ty NETEREL 2 HEp2 Mifgic

74 7uaxrF (510, 20,50,100nM) & @0

L7z 1 B2 S. anginosus NCTC 10713 ¥k % #%

fiEL, 37C T o0 MU &, 14 L7zwho

EHEED SAFEREZ RO 72,

8. HEp-2 Mifg~D S. anginosus DFEIZHB &
97470 ATFURIABEB IR T 17
B N AV R INGY-Z

o

i3

HEp-2filaz 7« 704275 > (10nM) T2
e, 5% CO=— 95% K&, 37C TR 72
¥ 72, S. anginosus NCTC 10713 #B X OV 1jE
FERAMRESE S, anginosus BROB FERIZ 7 4 700 &
77~ (10nM) T 2 ReMALEL L, fFEFEERIH
Wz, F /2 BT 4 TR F UHROMAEC
KIZTHEEAMETA2ENT, 74 70%7F
X BEEEE 1T o 72 S, anginosus WK D 5
Wi HEp2 a2 VT, L7 4 70 F >
Pk (1:200) HAET H 5 WIIIEFE T CHESE
Baefrol:. 2B, A—&MFTHWZar b
0 — )L 7 ¥ IgG 13 HEp-2 Mlg~ DO 5 125
B RIZS ol AEOWE IR AEORET
EEP ST 72,

9. KEEHERT

S. anginosus NCTC 10713 ¥k & e IBEL ~
TERE OFEERERE, B X TRk S.
anginosus ¥k L B H FH 77 — 7 B R S
anginosus ¥E @, HEp-2 #ifad X O° GE1 iz
O FEFEIZDWTIE, unpaired tREB LU
ANOVA = HwWwCiro 72,

] S

1. HEp2 #iifed & OF GE1 fifg~D S. anginosus

DT FEHE

HEp-2 Mifg B & U8 GE1 Mila~® S. anginosus
OfFFBRER MO IIHEL v ERE & kst L7z
(K1). #o#E S anginosus NCTC 10713
#iE HEp-2 M L CH L 2 &L A
TLHZ L, FOMNERIES gordoni %k { il
OHEL VERE, BLXUMEEE T 7 — 7 Hk
S. anginosus (REMRETH A EBHL L
Teolz. Fiz, S anginosus OfF &R GE1 M
Floxr LTl sz, S anginosus FERS>
BEARRT O BT, TUBEREALRR SRR O E e
iZ, HEp-2 fifgs X U GEL Mg o v 37 duif
LTd, BEETT—7HRMEOZN & HBL
TEEICE,P- 72 (p<005).
2. ECM % /837 B IZxt 5 5 S. anginosus @

TERE

S. anginosus @ HEp-2 Mifg B & UF GE1 Mg
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NORFEIZB T, HE BB O 5 2 4
WO NERBEEZLONDE T A TURT F
D S. anginosus DEEM 2 FEBEIZ DO W T
e L7z (M2). 20K S anginosus
NCTC 10713 #RiZEF{b L7z 7 4 7a 7 F >
Xt L CH L et ERER B L, COREREE

Trodz, 7o, TNEEMERHER S anginosus ¥R
DO AERRIZEEE TS — 7 B Fn &
LCHEEIZE»-7: (p<005). —F, €ro
I 7 F v R LR E I IEE R LT
WiaWwWeEEZLNLECM ¥ VSV BThHDHT
IorvBIras—r Uiz LCi’R S

MOIREL Y ERE B L OREE 75— 7 %
S. anginosus MR E MR TH A T LD LM &

anginosus &\ NLOEL ¥ Y ERE Off
ERDIEKL, S3=2vBIPE ORI F T

HEp-2

. anginosus NCTC 10713

. anginosus CLI-T

S

S

S. anginosus CLI-H

S. mutans ATCC 25175
S

S

S

. gordonii ATCC 10558
. mitis ATCC 49456
. sanguinis ATCC 10556

i j

0 5 10 15 20
Adhesion (%)

GE1
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1. HEp-2 M3 B & U GEL MDD S. anginosus B L (FOREL » HERE O ke
[PH] B L 72 S. anginosus B L L > V- BREikE % HEp-2 M2 3 X S GEL Mz 2@ L, 37C< 90 4
HEE L. %% (Adhesion) KT v FL—Yavay oy —2HWCHREEE»SHIE LS. S
anginosus CLI-T © CIEEFEMBRESERR (380), S. anginosus CLIH : &EE 75— 7 Bkt G, 5% .
FHE+ SE L EOWEIZEICOE 47520, AUERE 3IWEYELIT-72), * 1 p<005
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74709417 FO0%EE, 235 ~7 2T

31 - 2%DFEERTH - 7.

3. S anginosus WAARE S L O TGFB 11T X
%S HEp2 MifBD 7 4 707 F V3B O
3
KRR LR 7 4 7 a ik 7 F BT ®

B L Y RBEL T AUREERD D, F7-,

HEp-2 #ifg % A\ 7-8F%28C TGF-p 1 AL 12 &

D74 70trFrERPEBINDS Z DR

ENTwBY, £2C, #flEo HEp-2 filgo

T4 TR T ORIRNEHERTHE LD

12, S. anginosus WARRIEESB XV TGF-B 112 &

BT ATaRT T EIHOEENIOWTHE L

7z. ZOFfER, HEp-2 Ml Tr + 71

A7 FUVEFHLTCBY, FORHEILS

anginosus WARFIEE X O° TCGF-p1 Wil

E}%

Fibronectin

. anginosus NCTC 10713

. anginosus CLI-T

LoTHHEBENLZ LR ELR -7 (K
A BXU3B). 72, S anginosus OBEARKIE
i v TarsF o EBHEmRE & DI
TGF-f 1 BHOMESA SN (K3B) Z &
L, SERAWIAEFEBR T, S anginosus
DOREAAEREIZ L 5 EHEN, B L UAKRME TGF-p
LK BBEEN L7 4 7a %7 5 Y OB
RIS TWLEIZ PRI N. 22T, S
anginosus NCTC 10713 #£B £ U I EFE AL
Ktk x VT TGF-p 1 OFE L~ MEt L7285 R,
WEFNIZBWT S TGFB 1 Wi & e o 1
a7z (K30).
4. S. anginosus ® HEp-2 g ~OE I BT

574 THRTF VRO E

S. anginosus @ HEp-2 Mg~ D} 75 #4512
T4 TR F YN ERRRE LRI LN

Laminin

. anginosus CLI-H

. mutans ATCC 25175

. gordonii ATCC 10558

. mitis ATCC 49456

. sanguinis ATCC 10556

n O nu u no nuou

0 2 4 6

Adhesion (%)

Vitronectin

S. anginosus NCTC 10713
S. anginosus CLI-T

S. anginosus CLI-H

S. mutans ATCC 25175

S. gordonii ATCC 10558
S. mitis ATCC 49456

S. sanguinis ATCC 10556

10 12 0

4 6 8 10 12
Adhesion (%)

N

Collagen

0 2 4 6

Adhesion (%)

10 12 0 2 4 6 8 10 12
Adhesion (%)

2. ECM % v 87 B~D S. anginosus B L UTTHE L Y ERE O+ & BE
BRI A 7T L— MMIEFILLZZECM % Y32 (747 0%oF 2, I, EMhaxrF 848
Pag—47r) ~OPHIESMEONEEEDS, ECM 7 V737 B~ %% (Adhesion) il L7z
S. anginosus CLI-T @ LI MEREMA R SRAR (34K), S. anginosus CLI-H : BEEHE 7T — 7 HEHE G#H). {5
K PHE+ SE (LEIOHECDE4F—F 2 e, FUERZ SEEIELITo7)
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HohrbrolzZ &h5, S anginosus NCTC
10713 ¥ @ HEp-2 Mg~ D & FERIZ 7 4
TORTF U RBIMLTEORET R L7
FOFER, S. anginosus NCTC 10713 kO %5
X, 10nM ETOT7 4 7R 7 F VRIS ED
LHL, #nD EOBETIHET L7z (F4A).
10nM D7 4 737 F VIR L D BEEO
AW AL, OEERMABEERS
anginosus BRB L OCEE S 77 — 7 HREIZO
Wb, 74 7R s F Y (10nM) HmNOHE
wiREt L7z & 2B, DR R O MGIR 58
PRI B CTEARIC HEp-2 Mg~ D5 D L5

(A)

TGF-B1 -+

Fibronectin -

(C)

TGF-B1

S. anginosus NCTC 10713
+

S. anginosus CLI-T

il bz (K4B).
5. S. anginosus @ HEp-2 fIE~DAHEIZ BT
b7 4 TaRT T VHLE O
S. anginosus @ HEp-2 I~ D1 75 K5 A
T, WML 727 4 709 %7 F WA /ER
LCTwsD7%, HEp2 #iffliZfEHL Twab D
EHLNZTLEIT, DX, S anginosus
WA (K 5A) B X U HEp-2 #ifg (M 5B) % 7 1
TRy F U CTHE L, FOBE R MR L7z
ZORE, WELZEILEL 2543, HEp2
FOmTiLE L 7235568 %, S. anginosus @ HEp-2 #ll
O ED EF L7,

(B) S. anginosus — +

B-actin
TGF-p1

Fibronectin Bat ™

i Y ]

10 15 20 25
Adhesion (%)

B 3. HEp2 MiiBIZ BT % S. anginosus T LB 74 70 %7 F 2, TGFp1 OHHB L N TCGFB LA S.

anginosus DT FIZFAT T HE

(A) HEp-2 s % TGF-p 110nM) T 24 BRI L, ¥ 7 1 70 R 7 F VR HVWCY A ¥ 70y 5
A ¥ 7 %4Fo7z. (B) HEp2 Mlfa% S. anginosus NCTC 10713 4k THIEE, TGFBl, 7470425, B
LUOT 2 FURRNT I 4 < =% HWTRT-PCR #47-72. (C) HEp-2 fif2i2 TGF-p1 (10nM) #ushnL
24 WiEERE L 72, S, anginosus NCTC 10713 %8 X OV S. anginosus CLIT (IOMEREEE B8R, 3 ©
HEp-2 fila~Df+#E 2 (Adhesion) & WHROBETEMED SHBEF L7z, [EFR  FE = SE (1 BoHIEICD

47— %el, [FUERE 3MEYELITo7)
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6. S. anginosus @ HEp-2 ME~OFEIC BT
5747047 F YEAEBIOHIT7 4 70
7 F PRI X B IR

S. anginosus WA L " HEp2 il % 71 7

O A7 F TS S E TS AE
BEFLZZEDPS, DEI, EBRRIIHT 4
TUR T F PR E TN L CEOEIHIRIRIZD
W E L 72 (K 6). S anginosus NCTC

(A)

Fibronectin (nM)

100

e H
=

10713 kB X LI AR 3k S. anginosus #&
DT NOEED, BED L\ Id HEp-2 il
D74 7aH7F v (10 nM) FILE CHEDS
LEHLE B ERIZL, S anginosus NCTC
0713 D 7 4 70 & 7 F VRO YA % ki
& ITRTHETHo72. ZOEBRRIZHLT 4
TR T HEERML IR, wTho kL
AT L, Hi7 4 7047 F PRGN &

, 10
Adhesion (%)

(B) Fibronectin (10 nM)

S. anginosus NCTC 10713 _
S. anginosus CLI-T

S. anginosus CLI-H

1

_I**

L i ]

15 20 25

Adhesion (%)

R 4. HEp-2 Mila~D S. anginosus BROMFIZKITT 7 14 72X T F VIRIMOEE
(A) HEp2 iz 7 1« 7a 75> (5 10, 20,50, 100 nM) #@inL 721%, [PHIZE S. anginosus NCTC
10713 ¥k 3EFE L, fH L7-B R oitghatEd 51733 (Adhesion) %%k 7z. (B) HEp-2 flifgiz 7 ¢+ 71
FrF v (10nM) ZRIL7-%, [PHIEZ S. anginosus (NCTC 10713 ¥k, CLI-T (IIERERLRRH -k, 3
¥) BXOCLI-H (BEE 7S —ZHRE 5] 28HEL, {5 L -BEORFEEIOHEEL KD
72 AEE EHELSE UHEOWEIZDEL4F—F R LD, BUERTY SHEVELIT- ),

* Ip<005 **:p<001
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0747837 F VETEORR PSS ITHH]
ENLIENHLPER o/ —T, BILEZ
Tl po 72RO 7 4 7u it 7 F Vi
EOEINZ, S. anginosus @ HEp-2 fIf~DHF

HEIEEARE~NOEFZIZEAERONE
WL L, OExEDe o LEELERO
FERLER 2 S KB 4 7 2 DNA D EHEE TR
HEN2LoFHES ™ ho 3 i, S

BICEW B RIS noT:.
Z ®

S. anginosus ¥ v DT T — 7 PITHEIEL,

(A)

Fibronectin (nM)

anginosus DR LR RMIRR AT EE LG
BT B E, HHWVIL, EWREROEB N S.
anginosus PROKEE b BRI IC e s 5 2 LI
FoT, OFEEZETL B TREIFES

10

20

100

0 5 10 15
Adhesion (%)

(B)

Fibronectin (nM)

10

20

100

0 5 10 15
Adhesion (%)

5. HEp-2 Mg ~D S. anginosus NCTC 10713 RO FEIZRITT 7 4 70 2 7 F P ETLBEL O 5528
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