HERKMRE 38 45-52, 2013

45

glxll

[1HEJE & Streptococcus anginosus J4e

feeR % EE

i, KH R

T FERMR A W 75 53 T A ) 53 B
(FF A EE )
(A : 20134 7 H30H)
(ZH 201348 A1 H)

1. &I

HEF L CHERLZZBRERIZE > TLESR
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b AIUTHE R D 2% it T 5 A%, FLTEHEHL,
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2. H. pylori B EBBREX DXL

1994 4E H. pylori B ORR & 725 2 &
75, WHO @ IARC (International Agency for
Research on Cancer) 7 —% ¥ 7 7 )L— 7|2 &
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b, FT0®, BHIE~NOEEICHED 5T,
FRIEBRELC b I A T RE & S ¢ 2 BRELE LA
T, EBIIERERS % MIE S 24 OAEH
EEWE 7 DOV L v AR TV TEEM 722
MRS 7 ST &7z ZORE, EERT L L
T BabA, AlpA, EEEIRE#ISKHTFL LT L
7=, AHEEEWE & L T CagA, VacA,
OpiA e EDHS 2SN . ZDRhTH
CagA \$HIWISIEIZ BT D H. pylori D IR IE
OEEEDL T LEZBNTWSY | CagA X
WARNTREA SNtk ¥4 7N WKETCE
LRI EAS NS, MBNICE AL
CagA 13 NOD-1 AN L £ 7% — L&
L, NF-«B &MY 7+ IWViniE R % &%
1L L, HBPTERIDESR % 3EEL L CHIBIAREIC
T52 &, ML, ZEMEMIEA S O TNF-
o, IFNvy, IL-LIL2 IL-6 % &EDH A b A ¥ %
IL-8, GRO, MCP-1, RANTES 2 & D7 EH A ~
DL, BLO—bEHR (NO) DA% FHE
THZEDPWEENTWEYY . T4bb, H
pylori TEAZ X ) BRECTEH L r I AV 2
T4 T— 4 — ORI e W AN FE I NS
728, WA BRIEREIZ D R D35 SERED A /8
AIVICEDBRALDIDEEZSNTVA,

3. S. anginosus B & OREE

S. anginosus 1%, G S 2B ATNREE, G
HLWNERORER & S % 56" 95, @Eide
7T =7 TETEY B E ORI T H
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N7 FR A OFERE IR U7, WBR 42 Bl 19 B¢
S. anginosus IR O LNz, —F, WFEL
F23& T 7 W BN =2 FACEE Tl S. anginosus J&
FAIFRO LN L0572, 35T S. anginosus &
JoOROH N 19 FTIE, BT o S
anginosus Mk & 77 — 7 D S. anginosus O
HETFRPTRTC—H L2 ehs, 7I9—7
PO D S, anginosus [EGTd B 2 & 3R TR
SNz (R2). ThHORRNSTHE, [
R ERIEEG O 7R &b —HTlE, 7T
TIEAET 5 S. anginosus DA 5 D OBLH TA
Fo= v FTE RGO L, B
FEHEFETENZ D o TV 2 W REEE AT S v (S
anginosus JEGL DR 5 7% 7 o 72 -
PEFEIER 23 Bl d 17 BT 75— 7 FIZ S
anginosus DO SN2 LS, T ERiE
WAL L7212 T T — 2 D S, anginosus HIE
Yo -V D EEZ BND).

4. S. anginosus DEINL > ARF

S. anginosus DIV L ¥ ARFIZDOWTDOH
BRI H, A Z TN E TR O R T,
FRPEBRBE IS A T, W HIRPUR SISO TR
BAToC &7z DUF TR & OB & v
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5. CIRERGE TR F R ML 2 o b o D3 h
MRS~ M) w2 A% Y IRT B S. anginosus
DOft 2 ORER 5T L 7 B FFIS, 4T 450
kDa D5 X2 THBH T4 7T Ot T F
RS R O i B B 5 VST ]
TY I R RIS T A % K DM OfF
HHRFOBMGT L2502 EPHESATY
L9 FZTCHAIEET S anginosus D EER
Rk L OVEEE AR Sk o BEIR5-#Evk & v
THAL LRI B L OHifgsb~ b v 7 28~
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F, R SR o BRR 25 Bl oo CTRE
LY, BEGIE, 74 70tk s F
YOWTIUIH LT EWEESRRO 5N D
ZEEBILMIL: (M1AB). D&EIZ, HhE
EEME 74Tt F KT S S
anginosus D% W F12DO W THRET L 72, S.
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HEp-2
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S angnesus NCTC 10713
8 anginosus BREE 5 Rk
£ mutans ATCC 25175
8 sangiamis ATCC 10556
L] 5 0 15 20
Adhesion (%)
GEI
S anpnesus NCTC 10713
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8 mudtans ATCC 25175
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o 0 w0
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anginosus TIEFE SN TR WD, oL~
BB AL T S, pyogenes @ Sfbl B X OF Stb
I, S. dysgalactiae ® FnBA 3 L O FuBB® |
S. gordonii ® CshA B X U FbpA*, S.
pneumoniae ® PavA® B, Staphylococcus
aureus TlX FnbPA® 77 1 70 7 F V&
GTELTHESNTWS, £2T, ZH0
WEEEY % b £ 12 S, anginosus NCTC 10713 ¥k
D’/ &5 DNA Z##l L LT PCR %17\, S
anginosus D7 4 7O 7 F &S V878
(Fbp62) #ITF DMAEY % HEEL 72 55
NIBRH»S T I — %R LTTr /A
DNA ##Hl L LTy —7 v A %47\, fp62
OEWILFT| % FE L7z, FOE, Fbpb2 iE
S49 BT 3 RS 7 BIEE T2 62821 D
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PavA, S. gordonii ® FbpA & & ARIEMEDSEE
DHENDLTENRPEL N E R ST E B,
Fbpb2 X HAERBICAET LI L, RKED LR
HINBICR 3 2 FEAMNERTZH) 5T TH S
Zlkn, M¥zZY N HE HEABLY
Fbp62 RiE#k & W72 EBRASH 5212 L
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AR 2 R L 72,
¥ —& ATz L7z

7% (Adhesion) (& 1.5 B RIb =17 - 72, Wk v FL—arvho o
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WOEELR LA RT & LTl s, AR
DIEGNIZEHIBIC BN T E b TEERK
HEH L TWAZ EDUE RSN (M2).

M IR FIRET R
== JrJokyFs

K2 7+170rsF %45 5S. anginosus O L
Bz Mg~ AR 7V

2) MiERIErERE

i O IFE K FHIIZE T S, mutans OWFTEERVEVEIR
WZOWTIRIILAIZEN TS, oL
UHEREAEICOW TS LB S 2 Icid &
TWaw, B82S, anginosus 22T O e
BLOZOWFIZOWTIE#HEL 2. S
anginosus &GS LEHAL AR OFERRIZ A O
Ll RERHRTIE, GEERE A SRR
DOBREE T T S. anginosus KA. L T 5 2

(A) 5 anginosus NCTC 10713
S anginosus R B
& murtans ATOC 26175

£ sanguiniz ATCC 10556

] 20 an (=] 80
Vishility (%)

K3 S. anginosus OWFEEHEMER (1)
(A THEREA A

He AN M

B, F2T, S, anginosus OMTTFEEVER
BLUZOEEICOWTHE L7,

Z ORGSR, EEREMDB L OCER SRV
BT S anginosus 1 S. mutans [FIF,
pH 4.0 OBHE T T 90 /7B L TH @ AAf
FaemLiz (K3A)., I 2—F ALV HERH
DO EEE %O #F & LCT7u b > ATPase
Wd BP0 FZT7u b ATPase i1 D
WIS L 7288, S, anginosus & 70 v
ATPase {141 S. mutans L 1ZIZFE L NV OE
WEERTZERHL N E R o (K3B). &
OICERMEIREE T COMIE &\ ) T HREE L7z
RS, anginosus DEBREMRB X O W5 B
P& b, pH 5.0 OB T TR 28 (37C,
12~48 F¢lE]) LT pH 7.2 & Ak DMl E
RS ZEDVHL L E R ST —T, S mutans
HHWIE S, sanguinis TIE pH 7.2 D4 & g
L, pH5.0 TKRIGIZHIEDNH] S 7172 (1 4A).

71k ATPase DAV it B % % 0 5 #5
& L C Arginine deiminase (ADI) {43 %.
ADIIZ7VF= U UHICE D 5 —EOEERF
D—DT, WEWIZT ¥ BT OREAEIZD LD
LU ZZCS. anginosus & LA TEL ~
FERB O ADI AT L2 25, S
anginosus, S. sanguinis, CTHGPEDTFRD H L, FF
12 S. anginosus TR (ZTRIHEEATED H L7z
M, S. mutans TIEFAD SN h o7 (K 4B).
LEoi&E» S, S anginosus & 70 b &

(B)  swmsmmmrcrc io7e N —

R ——

§uran ATCC 0178 |_—1
|

SIS ——

o ol 02 0z o4 05 0s
umeles of Pi/mg of celt/min

e L > 9 EkR % pH 4.0 ® Todd Hewitt H5#C 37°C, 1.5 BREIR2E L /268, W% BeBEA R L € Todd
Hewitt ZERFFHICFAR L7, 37C, 24 BpRRG#E%%, S boau=—¥h s EFEr R

(B) ATPase ifth

19% MV VAL L 72 E L 2 ERE 12D W, ATPase assay kit (Bioassay Systems, USA) % Fiv> Tl

E L7z
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ATPase & ADI OWM#FI2 L 1, pH 4.0 D&
BENICEE ST D S, mutans FEE VAR L
RTZ &, F7 (S mutans 1A S LR W
RELT) pH50 OFREERE T IZBWTH ik
BRI & ASE O BT R ¥ERE 2R3 2 L B
Lot

3) AENETE

7T LR OMBAEER T K7 R s
I AEMEoOWHEE (LPS) 1, Mk
L CEF R BT % 5845 4. mE
ML S DIIEMETF A N A v TITFR KN UER
Y, M/IMGEEILR T, EPEEESR S NO &
AR, RGBT O SEDOHEIZE b o
TV

AN F TIZS. anginosus B3 FiFHIC
~ v AJERES AL 2 E L L, NO R 480E 1%
A M A (TNF-0, IL-18, IL-6) OB
Ty ruaxx v ryr—Y2R8MEFETS
BRI 7 SRR R A B PR SAA & RL
L, ZOHIRIZOWTHE L TE25 (1
5A). SAA IZNO EEICED L BUEZ D ¥

s
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& mutans ATGC 25175 5. samguinis ATCC 10556

B4 S. anginosus OWFERNEMK (2)
(A)  BRMEBRSEIC BT 2 B

VOB ESIEST A M AV OEA R
B L0850 % 0 (M5B,C), 77f=45
kDa it @ & » 8 7 B #4513 p38 B L O
ERK1/2 O MAP ¥ —t D) Y Bfbx L
Tvru7y—IxEME L, NO EA % FE
T5Y. w07y —=YOEET S NO I
WAEE VDT T b —F, 08
PEE IR FHGEEOFHET L 20, Ak
YNNG B BT OLAEERI K B 52
BOBENERDL I EDRIEBINT VLYY
B, b MAERAREMEEOZ < T, e
FAE IS (NOS) OFHFENL L Abb.
E5IEEEDONO IZERZFET DDA
579, cGMP oL, MmEE®METIHE, VEGF
TUHELZ & B M AE 7 &0 &0 FEME o g BiE i
HEIZDHFELTWE, INHDOZEEMETS
LS. anginosus ® SAA 2 X ORI AT
HEND NO RKIEMT A M H A 1%, fFEHM
IR 2 OB ECERA T, BRYFHER T
ELUTEERBZEZH LT L REMEARIE &
ns.

((B) S amwnesstioTc 10713

§ anpnosu RSN
& mutans ATCC 25175 |
5 sanguevs ATCC 10556 —

L] 0 40 60
wmales citruflina./mg of protein/min

—o—pH T2
—o—pH 50

L >k % pH5.0 B X UF pH 7.2 @ Todd Hewitt broth ¢ 37C, 12 BE[EI2 & 48 BRI L7z, %
R 1T 5 B O 845 2 600 nm 12 351F 2 HEOWIGEE D 535k 7.

(B) ADI itk
CIVE L > 3R % RS e b LB L, VA kM o3 2 iR & L7z, BOBRIC 10 mM ATP & B3R
iz, 3TCTLIMMA v ¥ aN— 3y Lotk RUSHIZFEHIET 2N % e L7,
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PBS SAA RRA
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total RNA ZFR# L, RT-PCR %17-7-.

(B) TNF-aptf i
FA ) L — MEE~ T AJERES AT
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37C, 24 BRI, B2 LG o TNF-o
% ELISA ¥ v I (R&D System) Till%g
L7

(C) NO pEE#H
FA ) L — NEE~ T AERES LA
% SAA, NEALE SAA B XU RRA T
37C, 24 WERIRIE TR, B2 Bigdh o NO &
% Griess g Tl L7z
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2007 4£, H. pylori \ZJEG L 72~ 7 A DB HG
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S SRR A L OB DT o ] EE,
KRR EDPE L RSN T 0D, 5% S
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