F U= VIS & B PR ASBRAR A B 1 R 2
FUPERI R e 12 M 13T e

kogkos R E gk w oW R @

AN A S A -

H H RSB A R e PR e e kLU PR A 2
T 501-0296 i B I TR AR 1851

= &
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Effects of mouthwash with xylitol solution on oral microbiome

YONENAGA TAKATOSHI, IWAT KOMEI, AZUMA TETSUJI,
SASAT YASUYUKI, KOMATSU YOSHINARI, TOMOFUJI TAKAAKI

F) b—oViL, RETEEEME O E I 2R RN DL EBMENT WS, KIFFETIE,
Professional mechanical tooth cleaning (PMTC) %D ¥ 1) b — )VEELEIE, OFEMEE (OE~1 2
ONA F—2) ORRIHEL 522D TIEBVORE WL T, F2 b= VEEEROORNE %R
BERICHET T2 2 L2 B E L7z, 10 AORRDPET 250 1# I /2. PMTC 217- 721, %
AL A%0%, 1 H1EOHETT HEfT-72. 3R EOMEL 22728, 43 10% %20 F—
VETRIC L 0%, 1H1IMOHEETT HE{T-72. PMTCHI (X—=AF 4 ) &, PMTC &17- T2
51 Hf% 3HMK 7HKRIC, THHEL 2 KARKEBOEAFESHREIRNL, HRHESHETO~ A
JUNAF—LF, KR =7 o= HCTHH L7, R=A T4 YEEOWRIEES N OMEE
DOEEL, Streptococcus J& (17%), Fusobacterium J& (10%), PrevotellaJ& (8%) DNEIZKE L o7z,
Streptococcus JEDOREWREE1X, F) M= VEEB X OZEZRKIZE BN L > TREMIZEILL 225
7z. Fusobacterium JE DR EIA X, PMTCH3HHEBIO7THHIZF V) b= VEBICL DI E- T
N=2 T4 e L CTAEREIZIRD L7z (p<0017). & 512, PMTC 47 H H D Prevotella J&H O EIA 1L,
ZERARIZEZWITED D F ) P WERIC LB THEZEISHA Lz (p <005). INbofRIE, *
) M= VBRI X ATEIDS, PMTC BOLIE~ A 7 084+ — L2128 D Fusobacterium J& & Prevotella
OB EEZ/NSLTELIEERBEL TV,

DEORERLD, F2) P = VERIZ X 2WEADPEY A 72 0N, F = LD T 4 AN, F— 2 A% ]
REMEAVRIZ S 7z,

F—T—=F:F) b—)b, WH, OE~YA 70N, F— 24

Xylitol is a sweetener that shows antibacterial activity against periodontal bacteria. In this study, we
nvestigated the effects of xylitol mouthwash on the oral microbiome after professional mechanical tooth
cleaning (PMTC). After PMTC, mouthwashes containing distilled water were used once a day for 7 days,
followed by mouthwashes containing xylitol once a day for 7 days, after an interval of at least 3 months.
Gingival crevicular fluid was obtained from the interdental spaces of the mandibular first and second
molars before (baseline) and 1, 3, and 7 days after PMTC. Nexi-generation sequencing was used to iden-
tify the oral microbiome of the gingival crevicular fluid. At baseline, the oral microbiome predominantly
showed Streptococcus spp. (17%), followed by Fusobacterium spp. (10%), and Prevotella spp. (8%). The

G H RS A0 PR B 1o 0 2 R P A 4 T e e 22 53 1851 Hozumi Mizuho—city Gifu Japan 501-0296
T 501-0296 M5z e U B fli i A% 1851 (2024 42 4 H 26 H#)

Department of Community Oral Health, Division of Oral Infections
and Health Sciences, School of Dentistry, Asahi University

11



percentage of Streptococcus spp. did not change over time following the use of mouthwashes containing

distilled water and xylitol. Compared with baseline values, the percentage of Fusobacterium spp. was sig-
nificantly decreased after the use of mouthwash containing xylitol on days 3 and 7 after PMTC (p<0.017).
Seven days after PMTC, the percentage of Prevotella spp. was significantly lower following the use of

mouthwash containing xylitol than that observed after the use of mouthwash containing distilled water

(p<0.05). These results suggest that mouthwashes containing xvlitol can reduce the percentage of Fusobac-

terium spp. and Prevotella spp. after PMTC.

Key words : xylitol, mouthwash, oral microbiome
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270 THEBRDIBED VR o722 LD RE S
Tw5 7,

FIENAE D% C1E, 7V 7 F—AKAK T VR
T —PREMNMLTEF ) b=V E AT
LHIENTEDLY, MBMNICALE, F2) =i
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T/, FU) b=V, b MERPHEO - Zva
VY —ERAETLILICLY, OBERONA A7 4
VAR T 5 2 e S hTwns Y 512,
i vitro DWEFEL D, F 20 b — VAR JE I 5 A B
Tad b Porphyromonas gingivalis \2xF L T b PuE 1
AT IEOHLPIIEINTVD Y, Thbh, Fv
U M= ViE, OENONAL T 7 10 AR R R R
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W,
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F =22, MEBOEEELELL, ToHKRE L TH
R ESIESE LY, ZNFEFTOMIRERICLD, Ly K
ATV 7 ARF Ly VaAr T Ly s AEMEND
HRREEEDS, BERENEEZ A5 2 WL PIZEINT
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Professional mechanical tooth cleaning (PMTC) i3,
PR s BB E 28, BEHOMZRE TN
SROEHHRET) L TH D . WAREEIT
35 PMTC I&, HERORRNTHE %5, Ll
PMTC IZ & o C—EBRESNIZOBEND N T 7 4
WAL, —EOHM A BWTHEKT S Y. 2079,
TR 70 B R AL 2 B <o 720 121d, PMTC #01
Wi 4 70 NA F = KIBWTTA AN, F =V A%
i llzoDr 72479 ZEWPEEND.

KIFZETlx, A7 —1 7B LUPPMTC %17\,
ZFOHBF T b= VEBICE AEOEIT) &, HE<
A7 UNAF— 2O E 52 5D TIE WO
MEVIRF T, F2U M= VEHEOIORNE %
REFICHET T 2 2 &2 HE L7z, 72, PMTC
MBEDOIAE< £ 7 0N, F—=21200nT, EXTHhHHR
WLz 7z End 5ol vwo
WHAHTH o7, Z2T, FTIEFMAALE LTH
TR SRR 722 3 OO B PRI 18 AT & M % FH V€, PMITC
i, 1A, SHEZEBLIOCTHZROIEY A 7031
T — A DR OZEAL R L7z, fiitvC, PMTC #
DI~ A 7 TN A F — L OFER DR 22 28 k12D
W, F2) M=IVIBEEIC X AT EZEREAKIZE Dk
ES KT 5B % RS L 7.
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2) FEDASH 25 35 H N F 2 3wrze i m e,
PUREE, PURIERSE, BRI E L 5 2 2 W REM
WdHIEELE R L72E

FEIAH 25 32 H IS RHG#E % 17> Tw
72, F BRI T O

O, I, B, HERRE I EE R E OB
BEB L OBUREN® 55

IR 55

3)

4)

5)

A, MR, BUEEEOREEIOE TR, 2,
WREAEry bOBEEsE Ta—Yy S0 RimoE 4
(%) 1% Community periodontal index (355 % ZF1ifi
L7229, 512, RUEOEHRE O M4 175 CHERL
7o, TOFER, 104 (BEes, w4 FHE
5 25.9 1) DR BRE LB IEN 2. FOWT % (44,
W 3 %, T Fk 273 %) I PRI D S L 72,

FEEIIHE R, TRNTORBREIL, Lok r 7>
(EM =2 LFaT— /529 1 744 Yk,
WD) EHEHR (7)) =h Y T4 F VR 2 H
Wiz OEEER O FEL, BEBRESEEIT-o T h
BETiro7z. b, RRRO 70 b a)VIZEH KRS
MG H A ORT OKEEH5:35004) 15T\ 5.
T2, TRTOBEEFEIIH LT, AWFEOHMW & Kk
oW o adtlEiT- 72 LT, MR T52
EANDOFE Y LEHETH.

2. BTSN & MR O ik
F B O 1 FE f7 A 3K 8 % Oral hygiene index-

simplified (OHI-S) % H\» TERfii L 729, # >k,
A=) 7 BILXOPMTC 241-72. A7 —1) 27
TIEILT7T—Ar—5— (Z3I—-560": I+ %, i)

HWT, AR LowmAREY, AF—F—F v 7
(3 —=F%vF v 7 No3:Iv¥) “HTIT-7.
PMTC T PMTCH 77y (ANVHF—=TaTFT R
7)) a—% 4 7 Noll: BE, H#S) & PMTC ~X—
AL (AN =T aT74 Y BR) FHAVEE
fxiTo72.

PMTC 217> 72 A% 57 M, #EEKIZLDHE
H%z1H1EOHEETHERICITo 72, 1HBH72D
20 ml DFAK% 2 43RBT L7z,

PMTC fii &, PMTC 247> CH»5 1 A, 3 A,
7 HZIZBWTC, RAGEES K & MEE OBRIUE 17 o 72
AR L, TR 1, 2 KEIs R M s A T
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F ) b OVETRIC X BP0 0% R oME

VIR X — /8= A > b % 30 AR A L CHRILL 72,
WE I, MEGEERIUH 2 v b > % 1 B CEPIC R E L
W 2 el F 8 TERACL 72

3. FHAKEF V) P VEROE

B o T PEf A2 IR BE & OHI-S CRRMm L 72 2,
A=) v 7B LU PMTC = it & 7 U HE:T
fTo7z. Z0tk, ZEZKCE L%, 1H 1 DM
BCT7 HMMEmIZIT-72. 32HULORMEZE &
7otk BEAS—Y Y 7B IUPMTC 21T\, 4
BRI P UiAIRIC L APk E, 1 H 1 mosEeE
T7 HEBERICAT 572, F32) b — VB OMEE L
10% & L7257 1H&H720 20 ml OFEEAKD LIk
10%F ) b= ViEH % 2 5 M L7z,

10 %F >0 M= VEHIE, F2U M—VHER (B
17 4V AHDGHEE, KPR & 2K & s (A
L, $ROOBERNIHERE B & CrER L7

PMTCHI &, 1 Hf%, 3HE 7THRHRICBWT,
WEBHEORMEIT- 72, HAESHEE, P
L Rk, TEESS 1, 2 KEIBk Bk 5 o ok A L R
N= =R A ¥ N % 30 FPRIFEA L CTERIL 72,

4. [WE~ A 7 TINA F — A OFFKT

WHLL 72 >~ 7 uh 6 MW o DNA 2, ¥ v b
(QIAamp DNA Microbiome Kit, Qiagen, Hilden,
Germany) %MW THIHI L7-. %l T, 16S rRNA #
fZF O HIE & MiSeq ¥ — 7 =~ % — (Illumina, San
Diego, CA, USA) 2 X Z2EIEEH O, A6 N2
AR O [ 78 & IR (AREK) (ICFTEE L7, %
BZAT o 72T O FIEZE LU IR T

AR DNA W 1l u L 2858 & L, Forward 77 1
~ — (515 Forward: ACACTCTTTCCCTACACGACG
CTCTTCCGATCT- GTGCCAGCMGCCGCGGTAA)
luLl, Reverse 7 J 4 ~ — (806 Reverse: GTGA
CTGGAGTTCAGACGTGTGCTCTTCCGATCT-
GGACTACHVGGGTWTCTAAT) 1uL % & PCR
BUGHE 20 u L & OIEESUL %, Tllumina #1:HE3ED K
o4t (A% 94°C, 24y, YA 7)) v 7idEk
A 94°C, 308, T=—1) 7% 55C, 0%, ff
FERIE% 72°C, 30 T84 A 7 v, Ie#EIItiZ
72C, 547) THTo 7z #lFC, @ PCREY % #
HE LT, V344 (2x 250 bp) ZRRE L2
i H o PCR Kt %17 - 72. 2 H® PCR Kt T,
1EH®PCRKI# 2 u L, Forward 79 4 < —
(AATGATACGGCGACCACCGAGATCTACAC-
Index2- ACACTCTTTCCCTACACGACGC) 1ulL,
Reverse 7 7 4 ¥ — (CAAGCAGAAGACGGCA



TACGAGAT-Indexl- GTGACTGGAGTT
CAGACGTGTG) 1uL & Eal 20 u L oW % Fv
T, 1\ H & U THIBRISEIT-> 7. 2D,
MiSeq ¥ — 27 Z % —%fH LT, &% > 7 Vol
FEFH & e L7z, £72, 16S rRNA #fn 17— 7%
N—=A%RHFNZ 7 T AL ) v 7 GHRFEME 97%) L,
Operational taxonomic unit & L T2V — 7{LiFAD R
AT — 7 IZEVIRY, MERHESEHT— 5 21572,

iﬁ?rﬁﬂ‘ﬁ

AT SN2 7 — & O IE#E % Kolmogorov-
Smirnov 7 A b THERE L 72. §XTO T — 7 I ZIEH 5
Lo rzlze, 7=l 25 /85—t %
AVl 75/83—+t ¥ A VflH) TELT.

EKIZEBT|EOE, ¥ F=NIZLBEODL

BAZ1E Wilcoxon OFFZNAMREZ H\ W7z, T2, &
HIZBITAPMTCHIB L OPMTC #1T> T 5 1
Ak 3H# THROARLEMOZHEEOHAEDS
LB IS Friedman QAR E & V72, S 512
PMTC g & B 5T & O #1213 Wilcoxon @f?%JIIE
kg (Ry 7x0—23RICXB/IE) ZHVW &
BEARMEIZS % (K 7xa—=HfiiETIi£0017 %) &
L7z, #ricid v 7 F 7 =7 (SPSS Statistics Ver.
27, HA IBM, H30) % Hwv 7z,

foR

1. B

Wl ONREFEY R LIRT. $TXTOMEE
320 L EoBIER A A LT\, 72, Ju—t
v 7RO BN MILE T o4 (BOP) 1 9% K C,
OHI-S 1Z 1 K72 o 7=,

F1 WHREFE (PIHE [256/83—1 ¥ 1)V,

2. WSRO~ A 7 0N, F — LD
PMTCHI (N—=Z2 54 ) 28BS, HAHE
WD~ A 7 a4 F — 25 B AR SO E A
i, WREE D EVHTE S 2 5 HIZ, Streptococcus
J& (17.3%), Fusobacterium )& (9.7%), Prevotella J&
(79%), Actinomyces J& (55%), Porphyromonas &
(44%), Campylobacter J& (28%) T » 72. — 71,
NR=ATA BT D, MEEO~A 7 a/NA F— 4|2
Bl HMEEORERE A, REREIE D S A E 2
SIELZ Streptococcus J& (32.5%) , Neisseria J& (13.6%),
Prevotella J& (10.6%), Porphyromonas & (5.6%),
Gemella J& (55%), Haemophilus J& (4.9%) T& - 7.
F7:, EMEEOREREESORRENZEIC
W, MAEBMEO~YA 70934+ — AT,
Fusobacterium J& & Prevotella J& & Campylobacter &
¥, "= 4 LWL 1 HEBLO 3 HEZIZEAL
7 HRIZTEOEI A IR > T LA s vz, £ 72,
Haemophilus g%, N"—AF4 LB 1 Hg I
I EI A 258N L C B A D - 7z — )7, MR
DA 7 UNA F = AJIBVWTE, TRTOMAERICE
WO E G OFR R ITBIR SN e o7 (K1),

3. FEHAREFI) P VETIC X ABEOO

FRAEICB T, RRES NS L OHERIC BT
Bb~A 7 UNA G — AOMMBE RO E A TR -
TBY, WMEAEEGOFRNELoEAE b Z x> T
7o, BEEIE ORI ZAL A B IHE ICBlgE S
HRERBEOYA 7 UNA F— A RERICE
AN RE L. N—2F5 4, 1H#, 3H
%, THRIZBIT S, BEKICX2HEO%1T- 728
(ZREKE) £10% ¥ ) M—VERICE B85 O0%
To7-8 (F2) b=Vt oMK EITo728 2

75 /%—+t v % £ )UH])

TR PRI LR &R 0D LLHE (n=T)

il (%) B H () BOP (%) OHI-S
25.0(24.0,30.5) 28.0(28.0, 28.0) 0.0(0,3.3) 0.4(0.3,0.5)
AR BEL X 2 U — VD Hi (n=10)
i (7%) BUE H % () BOP (%) OHI-S
24.5(23.0,27.3) 28.0(28.0, 28.0) 0.0(0, 5.9) 0.3(0.3,0.6)
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(%) (%)
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BB R K
Aggregatibacter
(%) (%)

S22 1p# 3E% 18& S22 1p# 3@% TEE

T4 A4
WAEBHK 3373
Campylobacter
(%) (%)
372 1g#& 3\B& 1A% S22 1g® 3\E% 1A%
A4 A
PR T
@ Fusobacterium
(%) (%)
372 18#% 3B% 1E% 5.2 18#% 38% 1E%
HEEB R 773
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F ) b= VIEIRIC & B IO R OME

E Haemophilus
(%) (%)
372 1B# 3\# T8& 372 1B® 3\# 1A
F PRSI ik
Neisseria
(%) (%)
572 1B® 3ER 1A# 372 1B 3\% T8
HEPNEBH T
@ Porphyromonas
(%) %)
572 18% 3B& 8% 372 18# 3E#% TR&
RS i
E Prevotella
(%) (%)
R—, R—
575 1B®& 3\E®&: TA% 372 1B® 3\A®: 1A%
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(%)

S 1A%
HPYEB R

(%)

575 1mw
WEEBHK

=

3[#%k 7A#

3A#% 7T8#%

Streptococcus

(%)

275 1ag sE®R AR
B

Veillonella

(%)

R—
S75 1B® 3Em TAR
I

1 ARSI & M 50T 5 LM EE ORI ENG o

FRERFIZAL D (n=7)

s Actinomyces J&

; Aggregatibacter &
: Campylobacter &
i Fusobacterium )&
» Haemophilus J&
; Neisseria J®
s Porphyromonas &
s Prevotella J&

s Streptococcus g

s Vedllonella )&

— = m o - Egoow e

%, Prevotella &%, 7THHRIZBWT, ¥ b=
eSO & W LA RICRERGEI &A% L Tz
(p<005) (%£2).

KIS, R=ZAF A4 2, 1HER, 3HES X
C7THBEOBMEE A, ZEKEBLFY ) b=
VEEZNZNICOoOWTITo 7z (K2). Actinomyces
JBlL, ZREAKHET, R—AFA4 VIR LT3IHES
LT HRICHEEICERE G A L7z (p<0017).
Campylobacter J&\L, ZZHKEET, X—=AF 4 Tkt
LT3 HEBIVT7 HIRICABITHEKE G2 L2
(p<0017). Fusobacterium J&\%, ¥V b—VHT,
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NR=ZATA NI LT3IHEBEBLO 7 HIRICHEEICH
BE A DN A LT 7z (p<0.017). Haemophilus J&1Z,
XY P— VT, N=254 VI LT1HEB X
O3 HIRICHRICHEEI SN L, 288 KEEC, R—
AT A 5 LT 3 HACAH BICHE B &h388m L 72
(p<0017). Veillonella &%, ¥ b — VT, ~N—
AT A KL T 7 HERIH SRR G258 L 72
(p<0.017).

z %
AWFFETIE, PMTC #1210 % F 20 b — ViEiki%



w7k z24r) 2 & T, HE~YA 70N, F— 24
HEDEHIELT 0N ERE L. FH#ALET
X, HRREB M S R AE R L. ZOME,
WikBHiE o~ A4 7 a4 F— 213 PMTC 12 X 4%
R Zfb e RmR L-0lx L, BEEo~ A 7 aNg
T — DI 2 ZALDEH T oz, 22T, K
e TR REB O~ A 7 0N, F — L0 R %
MoTHET A LIz L7z, RifgeCld, ¥ b—
WVHET, R=Z2F7 A4 I LTC3HBEBLOTHRE

F ) b OVETRIC X BP0 0% R oME

|2 B2 Fusobacterium J& DRE R EI G54 L Tw
7o bbb, RWIZEOMRIL, F2U F—IVERIC
LAV PMTC O LE~ A 7 1aNA G — 2 Ofk
A2 BT, Fusobacterium & DFERE G 2T &
HZ L ERLTWA. Fusobacterium B\, T8I
HERFEZHLTBY kA 2 OENMRE 2 WENICE &
D HEEEHESTWDE Y, HhTh, Fusobacterium
nucleatum ZIMOFHEREEOT I ME /i L7-MHEAF
ML) RV T IV REEL, TORY)TIVDP

F2 WAEBEEOAZT N T — LB HH R O B A o ik
(n=10, Foefli (25 78—t % 1)U, 75 78—t 5 1)VfH)]

A B AREKTE FUh— LR p-value®
Actinomyces

NR—RF A 2.7 (0.3, 6.3) 3.0(1.6,6.2) 0.598
1 H% 1.5(0.3,2.4) 1.3 (0.6, 2.6) 0.721
3 A& 1.3(0.7,1.9) 1.6 (0.4,2.4) 0.646
7 Hf& 1.8(1.5,2.9) 3.6 (1.0, 6.6) 0.241
Aggregatibacter

NR—=2F A 1.0 (0.5,2.3) 0.5(0.0, 4.8) 0.433
1 H% 0.6 (0.0, 3.0) 0.8 (0.2,2.8) 0.878
3 A& 0.3 (0.0, 1.2) 0.4 (0.0, 4.6) 0.11
7T H#% 1.5 (0.3, 2.6) 0.3(0.1,1.4) 0.333
Campylobacter

NR—=RAF A 3.2(0.4,3.9) 2.5(0.4,3.8) 0.833
1 H% 0.4 (0.0, 1.7) 1.2(04,1.9) 0.285
3 A& 0.2 (0.0,2.8) 0.5 (0.0, 1.5) 0.889
7T H#% 1.7 (0.7, 6.5) 0.4 (0.0, 2.2) 0.203
Fusobacterium

R—=RT A 8.7(2.0,13.3) 5.7(0.3,10.3) 0.27
1 A% 2.3(0.2,5.1) 2.5(1.8, 6.6) 0.386
3 A& 2.8(0.8,6.4) 2.6(1.2,4.7) 0.575
(EELS 4.9(2.5,8.2) 4.2 (0.8,8.9) 0.878
Haemophilus

R—=RT A 0.7 (0.0, 10.3) 0.9 (0.3, 8.9) 0.964
1 H% 14.0 (2.8, 29.7) 9.7 (5.3,15.7) 0.445
3 Hf& 9.9 (4.3, 16.9) 14.1 (3.1, 22.6) 0.721
(EELS 4.9(1.3,82) 8.2 (1.0, 23.6) 0.11
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Neisseria

R—=RTA 2.1(0.0, 4.4) 2.0 (0.3, 6.0) 0.992
1 B 43(0.6,11.2) 4.8(2.2,9.1) 0.386
3 A& 4.6 (0.6,9.2) 6.3 (3.0, 10.5) 0.386
TH#% 4.7(0.7,11.2) 2.5 (2.0, 4.6) 0.203
Porphyromonas

R—=RT A 0.9 (0.1, 3.0) 4.3(0.1,5.8) 0.149
1 A% 1.0 (0.2, 1.6) 0.9 (0.3, 6.0) 0.203
3 Hf% 0.7 (0.3,2.3) 1.7 (0.4, 8.3) 0.114
7T & 0.8 (0.1, 4.5) 3.0(2.1,7.2) 0.508
Prevotella

R—=RT A 6.3 (0.5,8.1) 7.0 (1.4, 10.3) 0.611
1 H% 1.6 (0.6, 4.7) 3.7(2.5,6.4) 0.241
3 Hf% 4.4(0.2,9.5) 1.9(0.5,5.2) 0.386
7T H% 6.9 (4.3,10.4) 2.3(0.4,7.8) 0.047
Streptococcus

R—=RT A 16.0 (8.0, 32.5) 18.8 (12.5, 34.8) 0.391
1 A% 30.9 (26.5, 37.4) 27.2(22.8,41.6) 0.799
3 Bf& 22.9 (17.6, 46.4) 29.6 (20.0, 35.0) 0.959
(EELS 21.1(13.3, 30.0) 31.3(12.9, 36.5) 0.285
Veillonella

R—2F A 0.5(0.0,2.2) 0.4 (0.0,2.4) 0.926
1 A% 0.5 (0.0,3.3) 0.4 (0.1, 4.8) 0.594
3 A& 1.4(0.2,3.0) 0.5(0.3,2.5) 0.646
7 Bf& 1.8(0.2,3.2) 2.8 (0.9, 5.0) 0.285

*Wilcoxon OFF 5 &AL E

gingivalis ZIEHAL L TT 4 ANA F—Y A &iE9d &
WA AN ZAAPHESNRTVE Y, Lzh>T, *
) b= VIEIC & BB, PMTC o FE~ A
JOUNAFT—LDT A4 ANAF =L A% LT
E LR D 5.

PMTC # & #2212 2w T, RKifFge T,
1 H#B X O3 H %D Haemophilus J& O 1 B £ &
i, FU M AMEOICEI o TR=—RA T4 VD
LD LAEFICHML v F/2, EBREKICL
LTS 3 H D Haemophilus J& O 1 B E A 1%
N=—2ZAF7A4 YFEOHE LY SERFIIWML T 2
ik, A7 =) 7BLUPMTC %179 2 & T

18

Haemophilus J& O E &ML 722 & 2 /RIE
LTWwa, S5I1I2F ) b= Wil x Hw723I07T
V&, Haemophilus J& ORERE A 23BN L T v 5 Wi
M, EERKEHCIZOLD W LR E N
Haemophilus J&1%, /X4 F 7 4 VAEHIZBWT, B
WA ICaEI NG Y. RIZEICBT 5 RIES
WOMKEE OB, ¥ b= VIEEE V7%
D753, &0 EBRMEEMEOES Z HE L 72k
REREL TWL 0 LAk,

Haemophilus J& @ Haemophilus parainfluenzae 13,
P. gingivalis D% ETL2RHREHT 52 & 08
WMEEINTWDL Y., ¥ b= VEBRE RV 2D



Actinomyces

(%) (%)

<-z 18% 3B#& 1A% <-z 1B#% 3A% 78#
M1 4>
REKE FOUL—LE
Aggregatibacter
(%) (%)
573 1B# 3\E® A% 572 1Eg 38% T8&
FREKE FIUM—LB
Campylobacter
(%) (%)
*
*

~-x 18#% 38#% 7A% <—x 1B% 3\0® TEK
FA4v 4
wEAH FLUr—LB
@ Fusobacterium
(%) (%)
*
*
<—2 18% 8% 7TE% <-z 1B% 38#% THR
4 S
REKE FUY—ILE

F ) b= VIEIRIC & B IO R OME

Haemophilus
(%) (%)
* *
£
<-z 1A% 38#% 78% 4-2 1p®% 3A% TA#
SqA4v EA
REKHE FOUr—ILE
F . .
Neisseria
(%) (%)

18#% 3H% 78#

<=2 <—z 1% 3A8% TA%
1> e

mEAR FLUR— LB
@ Porphyromonas
(%) (%)
<-z 1A% 38% TA% <-z 1% 3\8% TA%
4 4

REKE FOU—ILVE
E Prevotella
(%) (%)
<-z 1A% 3A% TA% <z 1% 3\8% TE®
2 A4

FREKE FIU—ILRE

19



(%)

~-z 1A% 3A#% 7TH#&

4

(%)

FAREKE

Streptococcus

(%)

~—2 1A% 3B#% 78#%
M1
FLUM— LB

Veillonella

A—z 1% 3H#% 7A#%

34

EEKE
2

(%)

~-2 1A% 3A#% TB#
54>
FOU-LE

FHKHEE 20 M= VEEE N Z ISR A ERMEED

fERE & ORI ZLD L (n=10)

* p<0017, Wilcoxon OFF 5} ZMEMME (Ko7 xo—

12 & ZHIE)

s Actinomyces J&

; Aggregatibacter I
» Campylobacter J&
s Fusobacterium J&
s Haemophilus J&

; Neisseria J&

s Porphyromonas J&
; Prevotella J&
» Streptococcus &

s Veillonella J&

— = m o =" m g oOow e

&, Haemophilus B ORERE G L @O LT LIZL o
T, A~ A 70N A F — A OWEIHIER Th % P.
gingivalis DR FEZAEL T2 IS5,

L~ A 7 a/NA 3 — A Veillonella J& D RER,
FEIE, FLU P VEEROENI L o TR=2F 4
XL TT7THBRICEREIZEML 72, Veillonella J&
R NOTIFENIC S £ ST 2 HEETER CTh
%% F 7z, Veillonella J& 3RS ERYE 2> & WA BR % 7€
T BEEND DA LS NTEY Y, HAERIC
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=&

P. gingivalis R S. mutans OEFERLIEE 2 I 2 A 5)H
Wb LN oTwb? LizhoT, 1) b—
WET = 72380102 £ A Vedllonella J& DO RERE] A
DOEINL, P. gingivalis R S. mutans &) A7 BH &
FTAHOERBDTHIIORNDLEEZLNS.

& 512, Prevotella B, THHRIIBWT, ¥
P = VEETOREREIED, BRARHEOMEE A LT
L THEBIZ/INE o 72, Prevotella )& ® Prevotella
intermedia \&, RKIEETFA PAHA R M) v 7 A



Arya7ar T —EOMBERMT L2 LI28), &
IR OETEEEST 57, F ) M= VEROTELNE,
Prevotella BOREREGEZHO T LICL T, BH
THOETEZESTLHNRLH LD Lt

T/, HE< A 7031 F — LD Actinomyces
& B L O Campylobacter J& DR E A1, ZZ- KT
DYWL S5 TR=AF A4 I LTI HEB LTS
HRICEZEISWA L, i, A7r—=) v r7BXY
PMTC %179 2 & TIN5 DMK & OfE R EI4 2K
TTAIEEZRLTVE., —F, ¥V M= VERE
W72 RIOTIE, S OMIEE O E & A I
BN LZado7. ZOBHIIAHTH L0, %S
5% AR P LETH D,

RIFFETIX, PMTC DR DO~ A 7 TN A F —
LD KREREII o7, TOMRIE, HE
TBIEEIROMER T O~ A 70/, F— AT L A EE
BLAaho-BEOMIE~REE —%T 2. KifED
£ GBI A X B HES A 7 NS F— AD%E
Bo@lgx Hiy e L72EBR T, MEEho~ A 7 an
AF—LFREL LTHEHLTWRWEZEZ 55,

INFEFTOF ) b= O EIFEFE 233 5
1L, i vitro REPIZE AL TH B, FERIIZE LT
BIDPHE SN TVBDED, ZDOELBFT) F—=IVEE
HhxHCETH > %, X)) b= VEERE
[EEFNTEF LY b=V~ A 7 a8 F— 4
NDORE AT 2R R IR AL DD TTH
. LhL, HARENEZZOT, LD L) =k
XV M=V OMRELNFEETZ 20013072
AATHL. F72, KWETOF ) b=V %
W06, 10% F 2 ) b= ViEAS P. gingivalis
R F. nucleatum OYEFE % P L 72 & v ) Wik %
SEIZLEYT L Leds, 20% ¥ =T
P. gingivalis OEFEIFIAFED SNz &) i &
57 SRRk A B, REEREZTEF YY) b=
DONFE WA T L0 E NS D EEZ D, T2, F
T M= VIR L EICEINT 5 L LAERE T &
C S RRMED D B 72O B EIWER 23D v 1) 2
k=7 EOMORET V2 — )L E FWC RO &
THORMLH 5.

AKWFGEOBRAD 1 D%, FEC A A 2 & TH 5.
AWFFE T, KR =7 v —%2HnCTFT ) b—
Vs e IC723E0 o, TES A 7 03 F— L0
R LB EOMED b olzlod, LERES
MEftBAT5I e TE Lo/, 22T, FEHWHE
REMFE LT, 1082 E Lz L, EH
BaHL L THZ 2B 2L T LEDN D 5.
F72, SRNIHRAEFEEZ RIS, ¥ b—IVEHE
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F ) b OVETRIC X BP0 0% R oME

WX AEOANANE~ A 20N, F— 22D L) 75
Ba RITT etz 4%, HERzET4HE
EXRIC, FREORIZEZAT) e EEND,

< =N
i il

AWIFETI, BMSREERRICF ) b —IVER
TOWARIT) T EIZL DM A 7 0N, F— 4
OB ERRET L, LN OKRRE 2.

1. Prevotella J&\ZX, 7 HZIZBWT, ) M— )L
PSR KHE & I U BASRER B S8 L 7.

2. Fusobacterium J&\%, ¥ 1) b= VHT, NX—=2
A IR LT3 HEB LU T HEICHRITHEK
EEDA L7z,

3. Haemophilus )&1X, ¥V F—=NVHET, NX=2F
A LTI HEB I3 HRICHEEICRERE
GAOVE RN 2.

4. Veillonella )&%, ¥V M= IVHT, X—=2X71
AR LT T HIRICH BIRIE &30 L 72,

VEOER LD, 20U b= IVEHEIC & 200270
JE A 7 0NAF =L DT A ANAF =2 A% )
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