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[ L®IZ

Helicobacter pylori 1ZEIZH B LU+ 5 6 0B S W DR O 7 T L FEPERar
SHRETH Y BECHBE., T HBREE L Vo7t -+ R ORIRE & L
THIHALTW S (Fennerty, 1994) . D AN O DO3LL FXZ D H. pylori 1T LTk

Frlo AR BR R OBV R EECRYSENRRE W E S TS (Hooi b, 2017),
H. pylori X5 DSARMESZO/NRINT . AR B 2T L THEN SRS S &
EZ LTSN (Banatvala 5, 1995; Pounder & Ng, 1995) . & ORI ORI
DFFMIIRTEAH TH 5,

H. pylori 13 Warren & Marshall (1983) (T & > THI THAMM b HES 1,
Campylobacter JEI\ZHLL L7282 2 < AL TWIZ Z &0 5 Y HX Campylobacter
pylori &4 3Tz (Marshall & Goodwin, 1987), L L., & L7 5fTIC L 5 C
MEDORMEZATDHZENPLNERY  XFED H pylori ITEE 7z (Goodwin &,
1989), ZD#%IE, BB L O+ 1805 H pylori ZHHET 572912, IREBIFZARR
LI FHIRRAR L & o T ERR I 2R HHES (Goodwin B, 1997) . BHIEKE O RV PCR
EEIGH L2 AW PN TIEC X > T H pylori O#IE DNA ZHHT 25 5L
&7z (Westblom & Bhatt, 1999), 2D X 92 FEIC LY, B+ BB 6721F T
RERST U ENT T — T Lol A T b Y H pylori MRSl Z &
M S TWD  (Miyabayashi ©,2000), ZAVE TIZ, H. pylori 1386 &5 M EE O
—FETdH D Campylobacter rectus LFELL LT= & X7 MWHIRZHT 52 En@iES
THY (Ishihara &, 2001), HAPERNIZEWTIE C rectus & RERICIEVIE AR 7~ M
HFHET b0 BTz (Dye 5,2002), UL, /NEEICITEROEE A 7~ hA
Rl Ens Z 38 L NROBE RREN BRI L2 T v XV T T — 7 T

WU D e JE I RAE R E OB R ITRD TIRWZ ERWME I TWD  (Frisken 5,



1987; Wojcicki ©, 1987), = D7=. H. pylori DEGENENLT D EEZ BN TWAH/NAE
WNZBWTC, AR > MY H. pylori OYIMEFE AL L 72 5 ATREMEIXRVN E B2 B
Do

— T ONRBIOEER APERE L LTI #2321 5415 (Andres & Karen, 2017),
IERD FHEARHEFE & LT LN TWD Streptococcus mutans (X7 7 I G @E M HER
PEDOL UV EKETHY (Hamada & Slade, 1980), HLEHICE L L TRHBIZIZILD &
TOFEBENG OEE I LTS 5 & ST % (Caufield ©, 1993), S. mutans 1%
HETAZ7 =22 RGP LTS AT 4V LZR L BBEREAT D 2 & THOMIKZ
Fl&E 3 (Bckert ©,2006), F7-, i L7z 47 0 L AR D BUREHHIX, £
BRZGHEEFRE R S D 2 E A ST D (Krzysciak ©, 2014), L LN D,
9 BRSC S mutans DIFAED, H. pylori O OPER LOH « + HEGHERE~ OGN K
ET B DN TIA HIT 7 5 TWRLY,

AEFIETIE S mutans % DPENICEE ST v R H#ET L2 AT, NEHBE X
O BN 2 B H pylori Z&O#&S5- L. H. pylori OREYFEFHIZ OV TR
L7co WIT, S mutans D35 & 2799 BROIFIEN H. pylori DEEIZKITTREIZON
THREHT 5720, HETOHOMAEDLENERD AEDOT v Mk E L TR E21T-
oo F7o. b NOHREWITEIT D H pylori O E S IEEIREOBEKRICONWTE
Bt Uiz, 512, AFE~D H pylori EHEA D= A LO—4i%BH 5T D729

mutans 3 X O H. pylori D/3A F 7 4 )V ANFERKBED M 21T > 7,



MHEHE

1. HEES L UEEERY

1) H.pylori Btk &IEEEH

H.pylori 1% 199 (ATCC700824) ¥kZ{ERE 7 7 —~A > ¥ —F v a T ouEAatt G)
) LVEEA U7z, JO9 #RIZ, MmigFERKESH (Becton Dickinson, Franklin Lakes, NJ, USA)
ICRERE L, P RUBREE T2 T 37°CC 3 HIEERERE Lo, 0%, MiRFEREEM Lo
an=—% 1 mL OBIMFEZHEMLT 10 mL O 7 V& ZikiAEEH# (Becton Dickinson)
[ZE9E L. SRR R FI2C 37°CC 24 e %S48 U CEREBICHAH Lz,

2) S.mutans Btk LIEEEH

S. mutans 1%, AAFZEEIHAE L CTWDH HARNPROPER D MT8148 FRIZA LT
A MRS L7z MT8148R #rz i/l L7z (Nomura ©,2004), MT8148R #£
1. AV 7T h~A > (1,500 pg/mL, & L7 ¢ LV AFEHIEE, KBR), N b T
(0.2 U/mL; Sigma Chemical Co., St. Lois, MO, USA) B8X N 15% A7 v —2 (F+L7A
IV AFEHIER) 2SN L7 Mitis-Salivarius (MSB) 2EKE5H (Difco Laboratories, Detroit,
MI, USA) (ZHEFE L, 95% %365 LU 5% REREREE (BABREE) TIC T 37°C T 48 IFfH]
B Lo, TO%, MSB R Eoan=—%28E L, A L7 h~A > (1,500
ug/mL) Z¥SHN L7 Brain Heart Infusion #&{A£7H (Difco Laboratories) % HVNT 37°CC

18 Bl EE2E L THBRICAE T L7,

2. 5y FSBAETILERLV-RE
AFZEXT A U B ESEHFEAZEFT R L OV AERI-BBRI 8 EBREESDHA RT7 A
NTHE, KIKRF R R F e B 8 EBR R B S O E S T T 72 UKRE 5

29-031-0),



1) H. pylori ORREFFHIZER LI-#&E

FERA ¥ 2 — V%X 1 IR T, ABFEICIE, Specific pathogen-free (SPF) @ Sprague-
Dawley (SD) %27 v & (15 HiinA X,76 )&, HARZ L' 7, HL) ZHW-, ZThbD 7
v M. B Fo/REH (10 %) (292 48 HRIC H pylori #8573 28 (A B,
n=10) &t bOA (8 20 %) ([THYST 5 78 HERIZ H pylori 35328 (B B,
n=10) (Z571F7= (Sengupta, 2013),

S. mutans $RIZ. BHI #RIREFHIC THEER L 72 IR & DR A B HE K A2 -V T ODsso =
1.0 (1.0x10° CFU/mL #H2) (ZFHEE L. 10 515 2 & T 1.0x10° CFU/mL A4 D
R % Y U7z, H. pylori BRI, 708 T IRIRES IS CHRERT AR U 7o IR A IR A PR A
K% T ODsso = 0.4 (1.5x10° CFU/mL fHY) IZF#E L=, &2 TD 18 HEmD 7 »
NIk LT S mutans WK 100 uL & 5 HFELEGECTREAE G L. AENIC S, mutans %
EAE I, WIT, A D48 AT v & B BED 78 BilisD 7 » MI H. pylori
# 100 uL %4 5 HEERE TR OG- LT,

7w b® 5T Ooshima & (1998) D EAZ MW THIH S EZ, £TD 15 RilD 7

MIXtL, 7RI A2V dmgg) ZRMLTEEE (HAZ LT) BLXOR=
> v G (4000 U/mL, Meiji Seika 7 7 /L~, HE) &M L7-78%K% 3 ARG 2.7,
Z DRI, 56% A7 a—AEH D B EEEL (Diet 2000, HARZ L'7) & FEBRIE T &
THZ, ABOT Yy MIET HFETHE L. B #0077 v MIAET 112 Hifsx T
BL, TXTHOT v ML, Kawai © (2011) OIFEIZTA YV 7T U ARERKR (7
7 A Y=, B (Z K DWARREE , JREZARE K 45mL (ZHEBE A 7 R I P (A AREE
T2, @) 0.75mL, XXV T LA (TA7 7 28FE B 2mL BIONEARET k7
7 /—/v (Meiji Seika 7 7 /L~) 2.5mL ZMx TS L7z =FIRA ML Z | (K5 10
g 720 01 mL EFENICE G52 LI KV REIRIET-, ZD%, E. HHkE

KO HRGAAR,. M2z i L CUAREOBEHIMEN L7,



(1) SehiEBIKRED T

27 7=V OWEEHE AN T ETAEOWHINE LIeT o IV T T — 7 2Rk
L. 9 flRABIC SOV T KBRS 2 I TBLZE L7 (Ooshima 5, 1998), b FE A%
—F, B_AEB IO AE (B5h6 k) x4 LT, FERBELHEDRNED
(B2A) b LIFEERBEHSTEFEIILSIMERDLHD (M2 B) (5%
L7,

(2) OREIZETS H. pylori D4/ L DNA ORHE

(1) THENPDRELET U Z VT T —7 % I mL OPEAEBRIE KD AN - 72

B ICEREL LT, BRI L 72T v 2 VT T — 7 uh G | Puregene Yeast/Bact. Kit B
(QIAGEN, Hilden, Germany) % AV T DNA Zflii L7z (Nakano &, 2004), *
T, ImL OWEAEBREEKIIRE LT 2N T T — T 7 Vi O sr B L TRl
L. 250 uL @ Glu-TE Buffer (IM Z /L2 —Z, 10mM 2-7 2 /2-t R % X F)b-1,
3-7a R UA— b, ImM = F L U7 S UREER) (R LT, Z ORRER 250 pL
2. N-78F VLT I 4 —F 2.0mgmL; A{bF T3, H) 625uL &Y v IF—
2 (10mg/mL; & L7 AV AFDEHE) 0.25uL 0%, 37°CT 90 s S, %
DJRIZ, Cell Lysis Solution (QIAGEN) 600 uL % i1z C 80°C T 5 Syl & ¥ 7=
#%. RNase (10 mg/mL; QIAGEN) 3 uL Z¥RA L T 37°CC 30 srf##E L. Protein
Precipitation Solution (QIAGEN) 200 L Z /X CTH/LT v 7 A2T 20 BRI L < i
SH¥To, TORISKAE R OSEEL THOALZ BIEIZ, 600 uL DA Y Fasxy —v (F
L7 AV LFOGHIEE) AL QR L, FEEOSBEEZTT o 7o, SOk 70%
X )= (FE7 AN AFEHER) 12 THei L CH#% . DNA Hydration Solution
(QIAGEN) 100 uL (Z{&fi# L 7=,

i L72 DNA Y2 7 a VT, &2 CTOME D 16S RNA B5 1 E oL@ %

ez ="—% 177 1 ~<— (PA/PD) % HV 7= Polymerase Chain Reaction (PCR)



HEIZ L DHE DNA DNHTE CWVWD Z & &2kl L7z (Marques da Silva ©, 2006), A&
HRTHNZT T A ~—OHEIES &£ 1 1TRT, £72, ME DNA RERPICHEES
% H. pylori OfE, ured BinT FIZERGEH LT AR T T A ~—% 72 Nested PCR
BEIZE VIT>7- (Nomura ©,2018), FJ°, SinglePCR TiX, £ S L7- Ml
DNA2uL, 0.5uL O 77 A ~— (ured-aF/ured-bR) ¥ X TaKaRa Ex Tag® (¥ 717 /3
A, KE) #0807 a ha— > CTHF 200l ([CFARILT-, RYT 47 a2 b
m—/L e LT J99 Bk BRI L7247 & DNA, R AT 4 7y ha—n b U CIE%E
K& L=, Nested PCR TiX, Single PCR T#Hi7= PCR BEH 1uL, 0.5uL @
7'F A ~— (ureA-bF | ured-aR) B X\ TaKaRa Ex Tag® (¥ 5 734 %) &R NTHEE
20 pL ([ZFAEL L 7=, DNA OHE L —~ L%+ 7 7 — (iCycler; Bio-Rad Laboratories,
Hercules, CA, USA) Z{EH LT, 95°C T 4 IO ME% ., 95°C T 30 R OEEE,
55CT30MEDOT ==V 7 72°CT 30 BRIOMERISZ 30 A 7 VATV, ff2 (1T
72°CC 7 MRS %1T > 72, PCR FEMOEXIKENL, TAE FEME#K (40 mM Tris, 40
mM [EE2, 1 mM EDTA, pH8.0; &7 A /L AFEHIER) (2 1.5% 7 Arn—2 S (=R
V=, R EMZTINENERE LI b 0& 7 e LT L, TAE FEEHKIZ 100V O
EEBEZHT LK VITH72,DNA YA A~—H—L LT, 100bpDNA 7 % — (New
England BioLabs, Ipswich, MA, USA) Zf{Ef L7-, \E&IKENI%E, 7 Vv E2R T o A

(0.5pug/mL) HHKTY L, FASA T NAREIEGE (AARY =27 1 v 7 ARt
) ZHWTEE 312 nm OEINRARS T 52 LI12XK Y DNA O Farfifk L,
H. pylori OFEHERARE LT,

(3) AREIZHITS S. mutans DIRHE

MH L7281 F O 9 b, FH%A 10mL OBE AR KAA > 72 IRE A TIRIE LT,
ZOt%, BEEEES (US-103, =AT X7 ¢, B#) (2T 10 4 H OB E R AT 9

LRV HEBIIMNE LT ANV T T =7 RS E, A MLV T hvA 2 (1,500



pg/mL) ZUSHIL7- MSB ZEREFHICHERE L7, 37°COHKEREE T 48 FRET#4,
FEREM D = 0 = — T He & ERBEMEEIC THEIZE L, S mutans OMHTEFH LT,
(4) BHAES LU+ iEEEBORERBZ AT

U7 BRI L O IR 2 10% MR E R L~ ) Ui (BT A L LN
HAIFE) THEE L TRT 7 4 A2 TE#H%, 3 um ORI Z/ER L T~~~ hF U
> AV (Haematoxylin-Eosin; HE) Yefaz47o 7z, J BRARRR 700 R AT X E B FE M
B RE - WAL UERE (L Z B2 (International Harmonization of Nomenclature and Diagnostic
Criteria for Lesions in Rats and Mice) N E®» 54 (Nolte ©,2016) #&E|Z LT, J5F
BASEE 2 O CTIRARIC 2 B 2 R0 DR LIc W CREl 21T - 7=,

F 72, HE Yefal2 X 2 BRI 2 A0REAR I Z 351 ) C BRI O 1R A 2 7860 72 H 4%
IZ%f L. Kojima & (2012) O HEIZHE» THRIZHEILEEZIT T, T, AT 74~
L7Z#EREE) T 2 3% Hy020 10% Y FILIE (=F LA NA FTH A T X, HL) I2TTm
X7k Lictk, U UERREAEBRAYEK (Phosphatase buffered saline; PBS) “C 1:500 (Z
R L7251 H. pylori 78V 7 v —7F LUK (Thermo Fisher Scientific, Waltham, MA, USA)
o IRHUA L L THWTEIRT 50 peSElz, 0%, kL LT A hY
TALYVITNAT ATy b MAX-PO (MULTD) (=F LA RS FH AT R) &
IR T 30 pERIG S THREIEZ, S, v A P—~v XUy (=F L AR
A AP A T 2T TREGEAEZATV OGBS E VT Lo/ Rk R 2 Bl LT,

(5) MFIZHIT3 H. pylori FIKEREDRIE

Nakagawa © (2005) OFEICHEW, BER LT v M2 bBL IS EN D H.
pylori HUKIZOWTEHME L7, £9°. 0.IM PBS (pH 7.4) (E+L7 A /L AFieHis) (2
1.0x107 CFU #H% & 725 X 9 H. pylori %58 LT- %12 E 74 (ULTRASONIC
DISRUPTOR UD-201; F X —¥5L, B Z VT 5 43 fEIARES 2 Rcdle U7, ARCRARALLER L

T=HR % 96 X7 L— b (Becton Dickinson) D47 = /L{Z 100 uL F2MMz, & 512 10%



VR R L~ U D YRIEA URIN L C 4°CC 18 WERIEHE L 7=, PBS T3 [E¥EH L7,
PBS |[ZAF A3 /L7 (Difco Laboratories) % 0.0l mg/mL & 725 X H Ui L7- PBS-S %
K = /UIZ 100 uL oMMz 72, 37°CT 1 B E#E L7212 PBS T 3 [Al¥&#% L, PBS
(2T 1:500 (AR L 72 fi 245 7 = /112 100 uL o1z, 37°CT 2 BEEERE L=, &+
T4 7 arha—LE LT LS00 AR UTZBL H pylori RV 7 a—F 804K (200
pg/mL, Thermo Fisher Scientific) . XA T 4 7 a hr—/L & U THREAE K ZMET L
72, PBS T 3 [mI¥Ei##%. PBS-S (2 25 pg/mL & 725 X 9 #Afi# L7~ PROTEIN G HRP
CONJUGATE (Millipore, Burlington, MA, USA) %47 = /L2 100 uL §°201%, 37CT
1 RPRRE U7, WERRICIE, Hle (B L7 A v AFeHH) (2 10mg/mL &725 K
IR LT 0-7 ==L T I (BET7A/VLREHIE) 90uL, 0.1M U - FehRfE
K (pH 6.0) (B L7 A /L AFOEMIE) 10 mL 38 KO 30%mEE(LKEK (BL7A LA
FOEHIZE) 1uL ZEA LI O Lz, R L2 RERKZ 4D = /12 100 ul 37
Oz, RE TS SRS SETRASE, 1M Fifg (85t 7 A4 /0 LAFEHE) 50 L
EMAHZ ETROEEL ST, v 7 a7 L— | —#%— (Thermo Fisher Scientific,
Waltham, MA, USA) %AW\ TH T = /LD ODusso EEHIE LTz, RYPT 47 ar bu—
L& UTHIWEHL H o pylori RV 7 v —F VHUROPREE (200 png/mL) & #HIZE L7= ODaso
EEH LI, BRIRICEIT D ODuso % H. pylori HURIEE~E R LT,
2) ERZEOFEIER LI-ER

FERAT V2 — NV H K 3ITRT, 1) THET L 18 HERFIZ S. mutans % 5-1% .
48 HIRWEFZ H pylori #5925 A B (n=10) (ZMZ T, 48 HIREFZ H. pylori DO
BB %47 R (C #;0=10) .18 HEREFHZ S mutans OFEG-DH%1T 5 (D B n=10)
HERGL220EE (E #n=10) Z2{ERIL7-, 2CTOT v MIBEZR L%, 1) LA
DI EEFAWT ) RAIRIEOHME., AEICBT S S mutans 3 XY H. pylori O

FOREM, Bk KO R O AR P RRHE, MG D H pylori Hi



R DORE ZIT > 7,

3. E+OOREIZETS H. pylori D4/ I DNA DR R

AMFFEIE, KBRS KRB i A 7E B m BEZ B2 O 78R UKFEEE 77 H23-E1-5, H30-
E32) . #RE OREZ S TIT o7z, 2016 475 2020 FFEIZHNT THEEE D H 0 & 4 72
E OB TR EE L 72 0 | KBRS B e &2 5272 L7z 159 4 O BE 2 x4
&L, MRRICHER S X O At 22 72720 2, 10 mL OGR4 PR K ICPRAT S
TR B 2 B E I UERER 2 C 10 B ERAIR L, EICHE LT v 2NV T F—7
ERBL, o2 Eno a7 HHlE DNA % L, Nested PCR 1%
2KV H pylori DIFIEORBEZRF L=, £io, 114 LOEBRFIIHEZ B L0V 7

<~ T v/ AMBEFRRIZE Y DMFT #&H L7,

4. S.mutans LUV H. pylori DINAF T 4 JLLFREED 2 HT

S. mutans \ZX VIR EINDNAZT 4 V8 H pylori O APE~DERS & ORFEFR%E
REST 57280, H pylori & S mutans % 35538 U TR ST SA 7 4 )V D% 58T
L7z, 1% A7 v —AE&4 BHI WEESHIC T H pylori 3 XY S. mutans Wi % Z 1 E
AU 1.0x10" CFU/mL & 722 KO FHBE L7z, FHE L 72K 200 uL 2 F v >/ N—A T A R

(Culture Well™, Grace Bio Labs, Bend, OR, USA) (2%, fiF5MEEREE M2\ T 37°C
T 18 WEMHEEEE L7z, Kpath, lE L CW S M4 PBS THEH L. JER STz N1 A
T ANV LT 3% RNTHRLLT LT R (BT AV AFEHER) (kv 10 5 MEE L
720 S.mutans OGN, 7V FH PA P (Nakano ©,2006) % — KPR L L. Alexa
Fluor 633 conjugated goat anti-rabbit IgG (Molecular Probes®, Life Technologies Co., Eugene,
OR, USA) % “WkPiikE UM L=, H. pylori DYEIZIT VW XH H pylori B

(Thermo Fisher Scientific) % XA & L. AlexaFluor 533 conjugated goat anti-rabbit IgG



(Molecular Probes®, Life Technologies Co., Eugene, OR, USA) % —WkHiik & LCEH L7,
A FEHUAIL 0.5% Bovine Serum Albumin  (BSA; SIGMA-ALDRICH, St. LOUIS, USA) &
PBS (2T 1:500 (778 L, F ¢ >/ \— 25 4 FIZ 200 uL % TERIET 30 43RG &
B, BMEPUAZINZ DHIEICIZ, Fv o/ X"—AT A R%& PBS T L7z, kEh
Te/NA A7 4 )V % TCS-SP5 B#E (Leica Microsystems GmbH, Wetzlar, Germany) 33
L O DMI6000 B w8 (Leica Microsystems GmbH, Wetzlar, Germany) @ 63xjH{%
KL o XEHWTBIE L, 61T, T¥ X=X 74 FRNIZE LD H. pylori D
HEEZWEST D720, TNENOHE R L —F —BAMEIE % 10 /9FI L. Image] ¥ 7 K

7 =7 (National Institution of Health, Bethesda, MD, USA) % FHWTC4#T L 7=,

5. EtFHH
etz ar€a—420Y 7 Ny =27 /Xy r—3Y Th 5 GraphPad Prism 6
(GraphPad Software Inc., La Jolla, CA, USA) % H\W\\TiT-7z, ZRERIOFHFAEZE
DITEIZILZ ANOVA D% post-hoc fEAT & LT Bonferroni 5% HWTITV, —HER D
MEHPHIR B ZOREIIZNA ZRMELX AW TTo 70, AEKESWUTE2AEED
&L,

10



#HR

1. H. pylori ORREFFHIZER L&
1) S ehEEREOH
t FO/NRYNZHE YT % 48 HERIZ H.opylori 85 L7- A BEL b FORRABITHEY
T 5 78 HERIZ H. pylori Z#5 L7z B BT, L bICRFEICRSFEERBEHES 9
NSO bR (X 4),
2) OREIZEHITSD S. mutans B &V H. pylori D&HER
S.mutans 1 IETDT v NOT U H VT T —7HF TV E0ksni (K5), —F
T, b bO/NRIICHYS T D 48 HERT H pylori #5172 A BEOT > K 10 JED 9
5508 (50%) DOF v BNTTF—7H TN H pylori D47 2 DNA 2 ER
2o 72, B FORRAMICIY 2 78 HERT H. pylori 35 L7 B #D 7 v k10 L
DI HAPE (40%) DTV HENTT—I TG H pylori D% 7 2 DNA 3R
S,
3) BfE#is &L U+ iR AEBOREARF T
E Ytk v, & Fo/NRHICHY 5 48 BT H pylori 285 L7 A BEOZ
Y F10PED S H 9L (90%) ([CHRWTHME~DIRERAGZED, B BELHEL T
BILEWRARZRBOZ (P<0.001) (K6, 7). SHIT, MR AICLIY, Zh
O FHRMEAMZN UTARE T H. pylori FEERGURITK L CHBMERIG 2R LTz (11 8),
BRI 31 2 BRI . AbTEl, B oAk, I ERAbA . RIAEMHIRIZE,
IRAHOS AOHAGE B L O a7 2K 9 5 15 18T, £, +fREBHkIcE
FHOLAOHAS IS LA 2T 2K 16, 171277, A BE, B BEE bICHMMB IO
+ R IS B W TR Z L A RO 1223 EED X a TICHBEEITR O bR o7,

4) MmMFIZHITS H. pylori $iKEEDBIE

11



AREBREEOLICRYT 7 ary ha—)LEFE%ED H pylori JUKRETHD Z LR

RENTD, WFFOMEOMICA BAEITFEO b7 (K 18),

2. BRFOHEITEBR LIREH

1) S ehEEREOFE

GFEIZ RS D BEOAREIL, H pylori ZHMTHRE Lz C BHEBIUOHEZES LT
72N E BEE R L C, S, mutans X O H. pylori % & HIZHE5- Uiz A BEIZBWTH
BICEWMEZRDZ (P<0.01) (X119), F7=. S mutans ZHEMTHEE L7z D BHE, &
FEG LTV E BEE ML CTRFEICES ) BOARBMBEEICE WEEZ R LTz
(P<0.05),

2) AFEICEITS S. mutans E XU H. pylori DIRHER

S. mutans 1%, S.mutans & H.pylori ZW 5Ll A BB LT S mutans Z BT
BELIZ DHOTy NOT U ZNT T =0 HF 0 TLAORETICEW TR S, S
mutans ZEJ SHETWRNT v Fbldmit Eeso7- (¥20), —7F5 T, H pylori
D7) 5 DNA X ABEDT v F10ED S B 5L (50%) DT ZNT T —T T )L
IZBWTORMH S, H pylori ZHIMTHRE Lz C BEDIdmH S nenro7z,
3) Bf#is & U+ iR EBOREARF T

HE Y2 XV S mutans 35X H. pylori % & HIZHEG- Lz A BEO T » D 90%
IZB W T EREEA~ORFR A Z R, OB & L THRICEVR AR Z B D 7-
(P<0.001) (IX121), HHEMKICIIT 2 FERAHIGEAG OFE R D . BARBENEE T A BEICE
WTEWA 3T 2RO MM AR LIER, SHEORaTITABEZRD LR Mho T
(B122), $£7=. b2, LRodfAb, B LR b, RIEMMRRE, REEDS
ANZBNTEH, FHEBOR 2 T ICHBEEZRD DB IIFE L2 h o7z, + 185k

WZBT DR OFE B D L A BEICBIT D2 OBAD A aTiL, = DOMORE L il

12



LTAHRICEWAa T 2R Lz (P<0.05) (X 23),
4) MEFIZHITS H. pylori FiikEEDBIE
H. pylori 35 S. mutans % & HITHG- Lz A BEICEIT 5 H pylori PUKRIEE M

DOFEE el L THBEIZEVWVEZ RO 7= (P<0.05) (X24),

3. ErOAOREIZEITD H. pylori DIRHEE

DMFT 7% 6 LA FOBERE 31 4D 5> H 4 A HEILT-OEY 7 uiciBnWT H
pylori ®7%7° 7 I DNA MRt & iz, —F T, DMFT 237 L EO#ERE 83 4D 95 5
294 (34.9%) A H. pylori BPETH Y . DMFT 2% 6 B UL F 0¥ & it L CTHEIC
BRI AR O 7 (P<0.05) (K25),

T, 29 UL FOMERE 51495 84 (15.7%) D LEY > T NinG H pylori O
J I DNA DM &7z, —FH T30 5005 49 mOHERE 574D 5 5 21 4 (36.8%) .
50 KD 69 Ik DBEERE 24 44 D H H 94 (37.5%) O ANEY T IVNG H pylori D
/ 2 DNA 2RS4, 29 sl FOBRE LR L THEICE WREEEZR D -
(P<0.05) (¥ 26),

SHIZ, H - TR EDOBIED R WERE 130 44D 5 B 334 (25.4%) 7 HEREY
L7-aEd > 7 BN Hopylori D%/ 5 DNA W Enz, —hF<. - +=
FRIE B OBEN S HHRE 294D 5 5 134 (44.8%) 75 H.pylori BBETHY | H -
+ R OB EO IR & i L TR BICE W RIEERE AR 72 (P<0.05) (1K

27),

4. NAF T4 ILLFEREED DT
INAFT 4V N AEWTE NS CIRTTIICBIER LT &L 2 A 1% A7 v —AEH BHI %

REEH A2 N2 H. pylori O BMEEFEIS LY S mutans & H. pylori O ILEEF O )5 T,
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H. pylori OIFAENRER S17= (K 28), —H T, B SN2, F 7 4 v DA D 5
BERH U< IX SIS L5802, H pylori OB CIIEE TR A 4
T AN DETGT DI E 57208 S, mutans & H. pylori % 35332 = & H. pylori
MEDZEITHMLTND Z e sz (K29, 30), BT, Fron"—274
RNIZEBWT H. pylori D350 W EDEIGIL, S. mutans 3 L H. pylori &L ZEH
ERER LA Sl L C, S mutans & H. pylori %58 LS AICHEEICE W

A Z R LT (P<0.001) (X31),
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H.pylori 1 ZBEB LU+ ZFHRIBITESE L TCHEST ZHIBRE, AR Vo7t H -+
R EZ 51 & 27 (Fennerty, 1994), HARIZIBWT, HEMHTAEMITIEXN D BAL A S
HTEY (BAETFEE,2019), BEEIEOT TS LALIAEL TWD Z ERHRESNT
W5 (ENERATEE % —,2018), F£72. H pylori EGFITIEBYE L el L CHIE
UAZP 15 ELLETHD EFbI TS (Uemura B, 2001), BHEDO U A7 K+
L2 % H pylori Y% VT2 2 X ARICET 2 K& REFHMEO—>Th D,
FARREOBEWIEE LEZP.OE LT, RO AND O B3 H. pylori (TG L
TW5LEZDLNTEY (Hooi 5, 2017), AAIZIEWTIEERREOUEIZ L0 KL
BT LT D b 0D, RE LTEREADIZZNLEEDNTWD (Ueda 5, 2014;
Kamada ©,2015), H.pylori 13/NEHNZEKBKSCBY Z I L COMENGEYGT 5 &5 2
53TV 52 (Banatvala ©,1995; Pounder & Ng, 1995) | B YI I CREYSIE S O FEMIX
RIEFHTH %,

BAEIZE D E TIZ H pylori BT 2570 0kkx e FIERRABEINTEDY

(Goodwin &, 1997; Westblom & Bhatt, 1999) . H. pylori JE&YED R S 7= BE T
FICHIEIE L e b oA TIERZ 0P L2 RERIER#HLE S T D (The
National Institutes of Health Consensus Conference, 1994) . L7>L. BREEEICL - THE
FOH 481 H. pylori BREENR I o 71812, HRY AR 2 4 — A D3N
LTW5% (Hu 5,2017) . H pylori IZE+ ZFE8IG G700 T, AFENS bR S
NDHZEMRENTNDZ Enn, AEREB IO+ BB DO EEEFTO—2>ThH
D, BRERIHEZIC OMEICEE LW H pylori VBB L0+ 468G ~O YA 5| &
L TWDEOTIERNWNEEZ 5 TWD (Miyabayashi 5, 2000)

NERN DOEAEEALE LT, H. pylori (X8 ERIFEIEME &P LIRS X7 24

15



FTHZENHHLTCNDZ EHHY (Ishihara ©,2001), & EMEME & [FERIZED
WERT Y FNBREZ LTS (Dye ©5,2002), L LARN 5, H pylori DIEGEIRR
MT D ESNDPNRINCROCEE R 7y BRSNS Z E I TH Y . H pylori D
WIMIERTNL & LT AR > MIAE LE, £ 2 TARBFE T, /NEFoOFEZE 2 A
VR CTH D IBICERT D2 LI Lz, B MIBWT, S mutans 123219 A0S
31 A OYRITERT 5 LB ZHNTEY (Caufield H,1993) . 7 v FTIX 18 Hilinlz
S. mutans Z#EO¥EG-9 5 2 & COWEIZ S mutans % E#S S (Ooshima ©,1998) | 56%
A A—AEGH ) ARG E 525 2 L THRMAEFRRT D ENTE D, AHFFET
X, 207y FHBRETNVEHNTT v bOOAREIZ H pylori %5322 & T, H
pylori YT w9 BhET LV OERIC I LTz,

H. pylori J&4Z ~ k9 BRET BT, BEEND H pylori D777 2 DNA D3
Sh, MIBIZBNTS H pylori PUARBRHI Sz, 512, Bk L O 5
BCiX. H pylori IZREINT 2 H RO F/RIERE & STV DREHERFOZ 2R D12
(Smoot, 1997; Gisbert ©,1997) . H.pylori I3MENITIRAT 5 L CagA X VacA LV o
TR RN ~EA L CRMREL S S Z L (Yamaoka &, 1996; Mohommadi
5, 1996; Reyrat ©, 1999; Marshall, 2002) . H. pylori Zf#i#e L7 Thl IS K
IREBIER T Z Ik o TR IBIERIE~EBITT 2 2 LB HE STV D
(Mohommadi ©, 1996; D’ Elios 5, 1997), ZAHDZ D, T v b9 EET MTE
5. U7= H pylori [ZAREIZES LT-RICHE~EBITL, BRBIO HEBICES L TR
JFvEE R LT B2 bR,

H. pylori Y7 v b 98T T /L& T H pylori DR AZ BRI L2 A, H
MME~D H. pylori & B HREORABITE FO/NEHNTH Y35 Bl H. pylori
G LI2T v MZBWTORFED b, H pylori 135N RIS TH 5/

HICIBATHZE TE~DOEENDKA L CEREICE ARG R A2 ST & &

16



ZHILTEY (Gold B, 1997), HIEMIENMESL SNTZHITRA L THRESISIZ L -
TIERANLHEBR SN D EHEHI STV S (Cullen ©,1993), £7-. H. pylori JEYRF D4
FIGE L L TIHERIEROBENER SN TEY . BAERHITIIHURBIELZ Z 1 T
RAIVIRRETHERRICH DANTH O~ 7 AT, T M IgA FEAMMBED B
Lle~vw AL L TORnT EBRHE I TS (Parrott ©, 1990; Ter Steege o,
1997), ZIHDZ LD AFRIZEBWTYS H pylori 1350 £ 720N ST
RUVNRNZENANRA LT Z E THMBEMRATE L E X BND, 5% & hD
INBHNCHIYE T2 B H pylori 245 L712T v M & HICRBIGFEE LT, BHREC
BT D H. pylori OFHGERIRESR DA OWTHRHZITI BERHD EE LTV,

FRROFEICE R LT-BaHcB W T, S mutans & H. pylori Oii)5 % Beh5 LU7-#
DT NCTOIRAWE~ H. pylori 13EE L, MMOBEE L TiRHZ < O D BRI HE
BL TV, BEOWEICE D & Hpylori X0V U EREEIC X - TR S LD 31
FT7 A NVEDEFENRT ARSI EDLRREMENH Y . H. pylori 33 F 7 4 VD
FERICE G T2 NELV UV EREO Y 7TV REICEELRITFT EEZLNTWD
(Zhang ©5,2018) , T D Z L. S mutans 2 X5 9 BINFAET D OMENIC H. pylori
B SHEDH Z LT ABENOEFENT  ANREL LT O g EEL L2 rTRBEN & 5
EEZOND, TOZLERTOITIE, ARITEFDOT v b O O O 722 %
WratToElnd 5 & Bbihvs,

S. mutans & H. pylori OWiJi% 5 LI2BED T v N Tlx, BHME~D H. pylori D=
MNMegERD, MORED T » k&g LT LD BEO BRI 25807, BREDLE X
HERIZIEE T 2 Z &AM SN TR Y Mimuro 5,2007) | XV B O B AR A4
U7 Z & TR H pylori 7> ERAICRAL, ME 22 LN TElhEnEx s
N5, £72. S.mutans & H pylori OW %5 LD 7 > M T, iGIZBIT 5 H

pylori FURPEEE DML ORE L Ll L TH W2 L AVRE NIz, AFFEDOFEH S, S, mutans
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% H. pylori OB ¥IEA~DRAL L OVHEEMICEZICEEG L TWA Z RSz, L
MULRMRS, 2D Ty MIBIRGPLHEE S W oo AR E - + R EICITED
72Tz, H pylori FEYRIL, WO e oo ) A7 R4 LAGHLEH T &
T, EVEERE -+ HEBRBORIEICED LB X BTV (Wroblewski ©,2010)
ZD7D, Ty MHEET BN TR EERE -+ THRBERAFRT D 720121,
fAEHC BRI A RS SE L%, 2 b0 U 27 K- & AR TRV -G & 2 s
DELIVEND DL EEZEZLND,

b hOEEEREHWEREHIBW T30 5 69 i DOHERE O Al 7 vh 6 H.
pylori D77 5 DNA P& < &7z, BAROWREEEREFHEICS T, 12 %D
NRIZET 5 9 BRFEFEERIT 1977 4RIC B — 27 Zde/n 2, 1980 4E2 5 1990 41T ) THE
MM L, 1990 ELIRRIT 7 o (b5 D3 AT K 0 K& eI MER 238D 7= 2 &2
WESNTWD (AEARREEESS, 2013), ZOZLnnb, ABIFRIZET 5 30 %05
69 ik DHIRAE 1L O B OFmWRHUT/NEM A B I L CWnWe B2 b b, £,
5 BURRBR BN H AR N OB 2 L[R2 B D AES TVt H. pylori D57 I
DNA B& < &z, ARINCE < OFE D 5 BUTHREER L T 2BAIC, KAEIC
BWTHIENERT LM 2805 2 ENMLILTWD (Ter Pelkwijk ©,1990) , =
OO ENG | AHFFROEIRE L, LTINS & D R A A L2 &ICkY
/NN H. pylori DNEAE LTCAREEDRE X 6D, S HIT, B - +HBIBEEORETE
DB HYERE O OEY > TS Hopylori D77 - DNA BE&L &z, Z Of
Ronn . OMEC H pylori NEELTWDZ E T, H pylori I8E~BAT4 5 ATREMED &
E0, H -+ THBERERIET DV R DR ESTLEZEZXDBND,

— 5T IRAEIIHI O RN D BRI L 72 O EY TSR N T, BT TIE
& 2 DR ER M E S R I Sz 2 LR ERE SN TS (Okada 5, 2000) , Z OHF

FETIE, P OO AT AFAE L7 B JE i SRR 23 5L o O BLIEHEBALIC TR A L TR 51
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W ORI O RIS N TH AT D AREMENRH H & BEZ HILTW D, 4%I%, ik
FIHIs L ONR A 88 & & T/ NR OBERE O -+ AR IE R OB & D #ERE % okt
R L LT RKBBERRE 2TV EB TN D,

INA T T 4 IV BTERBED ST BN TIE, H. pylori [XRFENSA 47 4 )V ANITIFE
T BRI ML Y b S mutans & IAFT 2 HWERNCI2 D 2 & NS, H pylori
T LT —EBEREAL, BRBICEENDRFELZT VE=TIIHM L CEEEZE> 2L T
M 208 L CAF LTS (Dunn ©,1997) , AENIZIRFEND G E 1D MR FIZ
FFAET 2 BT, S mutans 1327 0 —A(FET CMAEZEATDH LN TEDLZ &b
(Eckert ©,2006) . S. mutans \ZX VBRI IND /A F7 4 VT H. pylori BAEAFL
RTWVERETH L AN S D, — ST, S mutans 1\ZE > TR END A 47 4 v
DT BRADNET IO TEER MR R H S D K 51272 5 (Krzyéciak ©5,2014),
INHOZ EnG, W BT S mutans B EHETeNSA T T 4 VARSI ND Z LI H.
pylori EED YV AT RFITI D EZEZ B,

H. pylori JEGTT OFHGI - THER EORERY - + BBWREEZRIET LY
27 R E Y (Kikuchi ©,2000) | EYL R O BREFIEILE TR m o & HER S
NTW5 (Take 5,2007) , ZD7=, BEEY 27 O@mWAARIZEBW T, H pylori J&
LOFELRINZA T V== T L TCHIET DI ENEETHL EEZXLNLD /N
N H. pylori BhEERBEZBIET HZ L3 THDH Z &b (Kalach 5, 2017) | /A
A S ORI H F VWK L TR0 (Sabbagh ©,2019) , ABFFEDFEFA5 | H. pylori
1% S mutans ([T X VIR SIToNNA 7 4V ANIZEET DHZ ENRBINTZZ &
O, TUENTT—=I YT NERWEE e H opylori A7 V) —=2 7IEEMLT 5
Z VL NREINS D H. pylori AR RIZEERTE 2 RN H 2D &b b, £z,
NN S mutans D AWE~DTERS % T8 L N AREEZ BAFCROZ &1X, R0

PREEE & 130E S T2 H. pylori ORI REGH IRV G EEZIBND,
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H. pylori DIEYERIE & EH DS ) AV NFZ2BKT D720, H pylori BT
FOBET VL B P OKERE WG KOANA F 7 1 L DJERRE DT 217 -
=& A, UTORRENRENT,

1. H. pylori Y7 > k2 fET /VIZBWT, Hopylori 13t MIBIT 2/NHYSHIZ S

AN LTHNERBITL, EET DI ENREBINT,

2. H. pylori J&4:T » b 9T T ILIZE T, S mutans (2 X ViER SN D D BRISTEAE

T 5 Z LT H pylori FERMIE~NMRALLT WD LOVRIR S LT,

3. B MZBWT, 30705 69 mOMERE . DMFT 23 7 L LOBEREIL L OE - +

TIRIBREBOBEEN H DG O QFEY TSI, Hopylori D7) 2 DNA

Z it E e,

4. H. pylori 1XRWENAF 7 4 )V ANITHFAET DEITIE, HILE VD & S mutans & 347

TOLHBAMTHD Z LERENT,

PLEDFER DG H. pylori 1% S. mutans H3EAE L C D BRONFHEFRE S 7o/ o 1P
W% S mutans \[Z X VB S NTZANA FT7 4 VARICHFET D52 & C, AfE~D
TEAEDRANLT B AREMEDNRIR SN2, SHIS, 9EEM LT H pylori IXB~EBITL

THMBIEA U, Rl 2 9 2 wREMED VR S T,
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HiEE

AWIFEZAT D2 H T2V | FAATIARE 2 T8RS L O 25 ) £ L2 RBCREER
FHEH ETFER DR R R RSy RS R A N R R B iz R
LB ZR LET, o, AIREZEITTDICHIY | #ipkk~ e ER L O
TR 2 THE &£ U7z RIRRZR 2B 2P e R 1R 22 B2 O e 5y - SR G il =7 R 1
NEER AR A B WEERBS L OMRE AT BIBICE ML L BT E
E O KEWOWERME 2T Y £ L7 KB FRZEGE i AT 78R 1 e B0 1 P
DRPT RE I~ R L AR B 2R TR pl— R KOWEM 1B BhE, PR
FROFEARICBE U U TR x R BUR 2 THE £ L2 KPR E AR 2R 5
E IR ETLHR L BT ET
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LI H P53 - IR I 7R N P B AR OB RRICIE S BIHLH L BF &
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