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Detection of periodontopathic bacteria in dental plaque of humans and their dogs
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Ayako KURAHASHI and Nobushiro HAMADA

Department of Oral Microbiology, Kanagawa Dental University, 82 Inaoka-cho,Yokosuka, Kanagawa 238-8580, Japan

Abstract

Periodontitis is a chronic disease caused by Gram-negative, bacterial mixed infection. Porphyromonas gulae is
a black-pigmented anaerobic bacteria associated with canine periodontitis. The properties of P gulae fimbriae
were reported to be similar to those of Porphyromonas gingivalis fimbriae. The purpose of the present study was
to analyze the distribution of oral bacteria in dental plaque samples from humans and their dogs. We investigated
whether P. gulae has the same ability to adhere to human cells as P. gingivalis. The possibility of transmission of
P. gulae to the human oral cavity was investigated by PCR. In addition, PCR was used to analyze the distribution
of P. gingivalis, P. gulae, Aggregatibacter actinomycetemcomitans, Campylobacter rectus, Fusobacterium nucleatum,
Tannerella forsythia and Treponema denticola in dental plaque samples from dogs and their owners. P. gulae was
able to adhere to human gingival fibroblasts as it was detected in dental plaque samples from humans living with
dogs. On the other hand, human-derived bacteria were found in the oral cavity of dogs living with their owners.
This study suggests that periodontopathic bacteria can be transmitted between humans and dogs.
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Porphyromonas gingivalis (P. gingivalis) & 35 7
LHECH D LDPHEESRTVDE Y, 4 XD 80%
PARETEHLBREOHRER 2R LHEIN TS

&

Porphyromonas gulae (P. gulae) 1%, 4 X @ B

[

PRI & SR ISR & B B0 0 36 7 A 1 A 1 e
AT T LB TH Do P gulae 1E, 2001 412
RFLELHYORAFTIERTL2HMEE L CHE
&N, DNA-DNAMFET—% &£ 16S Y KV — &
RNA (rRNA) @ TEFOSHICL D, P. gulae H3

0, RO EREEIZERE & DITE LT 5 LS
hTws?, 72, ImmzBRAT7HvF A b1
ZDHERBIZLIBDA XT20% THY, FHICdH X
20544 ~81% 2S4mm Mo Tu—¥ v 7Ky v b
DEEEHETHIEPHEEATVE Y,
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A4 X DO S 58 S D Porphyromonas & 0 EH|
A, SR T 2RI L CR6REICR D, B’
BOEFEELMHET LI EBHESATwD Y, P
gulae 3, A XORFELREHA v M LD b RIS
BAELZIMETHRIENS Z L HE s, 1 X
KA 5 Bt EEANE L, Porphyromonas
salivosa, Porphyromonas denticanis 3 £ O Porphy-
romonas gulae TH 5 L HHEINTNWD Y,

P. gulae ¥, WHREMIZ 2 HEORL 2HMEL
L, TNENOMEDSTmAH 41 kDa & 67 kDa T
HHLWEL TV Y MERIEZT imA Il L >Ta—
F&END P. gulae 41 kDafGEH 72 =y b7 V3”7
B (FimA) &, WARLHET LI L6 T
57,

P. gingivalis 1%, M2VEIREMERE TS % 5O H
WM Cd 2 & DS HME STV ¥ MW
MESEELMBEEEY TH Y, HmIEME~OMNE
REACHE LY, v NEEMHGO KEEFET
580 F 72 P gingivalis WEE, WERY V87 H,
AR, M~ N Y v 2 2R B 4 &R
MICHEEGT 5 I ERHL 2SN, REMENEZS]
XRITIEELARERNTCTHLEEZLONTVE Y,
X512, HBIZ, ~r7a 77— IR S 0
RIEVET A DI AV OREEZFEL, RIS O E
HFE LTl 2 EdRasnTnsg Y,

v MR R, P. gingivalis &, BEDYT T A
FaPh s O L NV LR LR N 79— 2
BT 5o MDA RRIE, BRI OR) S E
RLRHWTFTH5DH, FICHTER, MEEEIEOMORY
OMEERZRAET 2 L CEEREEZ L7232 8
RBENTVDE Y, P ogulae (%, 4 XE#OT%E
BIKFEARTEZEZ 5N TV A2, WEKICBIT % P.
gulae FEEDRENZ DO WTIEIRZAH R S523% <, P.
gulae DICIZRICHT LEFICHT LHERD T EAE R
W,

FHEPHITE OIEF IOV T, ) AERETH 5 S
mutans DFEHA 5 T PANOIZEFDHIE ST b 27,
B ISR R T b A A, actinomycetemcomitans 12D
W3, polymerase chain reaction (PCR) % H\\C
BT E2RAL, TS A. actinomycetemcomitans
BYEOYE, B O OEHIEI > T b EHIE LT
w2, —J5, P. gingivalis DIZEIZOWTIE, — Y
WCREBTOFMICE > TRZ 5 Tnd 2 EhHh s
nTwa

AWFE T, P. gulae WIREKEIZHET A5 T
A1kDa ¥ ¥ 787 TR SN LMENHFLALEL, b
CPEANDEE IS T AR AT Lz 72, K

t & A BT B B o B R o R 11

JENTOE b & A X EDRHTOIENMEOIEIFO W
Bt Z 2 HIWT, A OEMNMEIZoWT PCR
2% v T R R R D AFTE LS D TR L 720
EBRMB S L UHE

1. BEEMSLUEERM

JEHER PR E LT, PSR R 50 F A i e
JPE K B 22 50 B PR AE D P, gingivalis ATCC 33277 #&B
X O P. gulae ATCC 51700 ¥k % v 7z, Bia81213 7
LA Nn—=1F 27—V 3 > (BHI) 7H2 A (Becton
Dickinson Co., NJ, USA) IZ4f —A T A 5 7 |
(5mg/ml) (Becton Dickinson Co.), ~ 3 ¥ (Gug/
ml) (FGHEE, KPR, BHA), €% I YK, (10ug/
ml) (FOGHESE) %M L 7 BHLYHK £5 1 8 X O°
5% b v VMR = &t BHI-YHK I i 98 K553 %2 H
WTHFR ST (70% N, 15% H,, 15% CO,) (ANX-I;
HIRASAWA, #Hxt, HA) 37°C THi#E L7z,
2. EFIEWMEEHRR

P. gulae WHRZERE & BB S OMERITE BT E
FHMIETIT o720 Thbb, 18 KEHH& R 1%,
JEOEW L7z P gulae WK% V) & AR 15 AL B AR K
(PBS: H/K$E, Byt HA) (pH74) IZ&E L, 71—
Arya—bLizau I U (HHEM, Ei, H
AK) Oy b ET2%BRY 7= VTAATT A 74
fiu %, JEM-100B %% R B T-BAM S (H AR T, WL,
HA) CTBigEL 7.
3. fTEMEREER

t bEEHREO e RS2 (human
gingival fibroblasts: HGFs) % f \» T P. gingivalis
ATCC 33277 #%& & P. gulae ATCC 51700 ¥k & kAl
fa~Dff A2 e L7, HGFs 1%, K% &
HNOERIL, A LEZE 04% 74 A8—€ 1 (&
[, B, HA) T—ERHIRER LMk e
FEAFHRRC O LB U 0 BEL 22, 40 X
10" cells/well D% T 24 well M BRE MW 7L — b
(Corning, NY, USA) IZ#fE L, 10% = KB
(FBS: Irvine Scientific, CA, USA) % %t Dulbecco's
Modified Eagle Medium (DMEM) %:#b (Gibco Lab
Inc., Grand Island, NY, USA) 2T 37C, 5% CO, &
55T TH 1.0 x 10° cells/well (27 % ¥ TR L 720
1.0 x 10° CFU/ml |2 #R ¥ U 7= P. gingivalis 3 & O°
P. gulae MR E®WW %, EGELEE (multiplicity of
infection: MOI) 2510, 100 B X O¥1,000 & % % & 9
WLz, 004 v FaN—Fk FHELTVE
WHITH 2 HL Y By < 72 PBS T 2 [IPE#E L, HGFs %
ML S & 5 7o DIMA A K % 20 5 BER S €720
ZOBE W B REMICAR L, BHI-YHK MiE%E KK
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i) (5-3) Size (bp) S Sk

P. gulae TGC TTG GTT GCA TGA TCG G 451 This study
CAA CGG CAC GCT GAA CG

A. actinomycetemcomitans CTA GGT ATT GCG AAA CAA TTT G 262 Nakano K et al., 2009
CCT GAA ATT AAG CTG GTA ATC

C. rectus TTT CGG AGC GTA AAC TCC TTT TC 598 Nakano K et al., 2009
TTT CTG CAA GCA GAC ACT CTT

F. nucleatum AGA GTT TGA TCC TGG CTC AG 360 Siqueira JF Jr et al., 2004
GTC ATC GTG CAC ACA GAA TTG CTG

P. gingivalis AGG CAG CTT GCC ATA CTG CG 404 Ashimoto A et al., 1996
ACT GTT AGC AAC TAC CGA TGT

T. forsythia GCG TAT GTA ACC TGC CCG CA 641 Nakano K et al., 2009
TGC TTC AGT GTC CAG TTA TACCT

T. denticola TAA TAC CGA ATG TGC TCA TTT ACA T 316 Ashimoto A et al., 1996

TCA AAG AAG CAT TCC CTC TTC TTC TTA

AR, B L7z, MW OMNARITREEIIN T 5
HGFs ~OfFEE G2 5ROz b b o A RAES M
DORAEL, MENRFFRFERRI MBI L H S OKR
F5# 759 %5) OREEETHERL 20
4. T4 7 — DR RO

ARWFFEIH VRN T4 ~—DRtH 2 %K 112
RYe F72, P. gulae DFRED 128, GenBank &£ 1
AT-L72 P. gulae ATCC 51700 #® 16S rRNA A%
PORERNETIA -Gt Lz 20T/~ —
O R ZFLT 5729, P. gingivalis ATCC 33277
B X P gulae ATCC 51700 ¥R IZxF L PCR i %
1T - CTHEFE L 720 MIE X, TaKaRa PCR Amplifica-
tion Kit (¥ & F /54 A #atl, @wH, HA) & H
WTATW, BEME 94T 308, 7=—1 » 7 65C 30,
MERIG72C 15 M % 30 %4 7 VT o 721k, 72°C
T2 MRS E7z, PCREWIE, O—F41 ¥ 7Ny
7 7 — EZ-Vision® (VWR Life Science, PA, USA) #
LT, 15% 7 40— A7 VI X 5 ELRKE) %17
v, AE-6905H Image Saver HR (7 b —#hRX &%,
Hat, HA) THEE LT, @t OiE Y FofE
THER L7 M, = ~—%—I12i% Smart Ladder
(0210 kbp) (BEASF= v R¥ V=, HH, HA)
w7z,
5. #ERE CHERK

BB EHEBRRIE, TRIETE M5/ EA X TIE
T, AWEO HMICHEPHRONTZKRT VT4 T TH
5o b 15 ZDERL, 5~ 82 THMS 4 & Lk
10%4THY, 4 XDERIE, 2~ 15 THASPLE
AA2WHRMGE Lo 4 XORMEIL, TRTHNE
KT T—=FN, =23 ¥ T )TEHERTHIE

JENFE CTH D, & M&A XOOPENEAAME % L3
FTBRHB > & IR R AR AR %2 F TERILL 72,

RIEDRRIZOWTIE, £K2 L3R W,
i b o> THERZHIEDICA XOMEHIIKLTA ~
Tr—hF-artr iz, RigTlE, BEK
DFEENFE CRERICRbPNLTWAE I ED S, 4
X EFE—RKEO—RE L TEILTHI L L Lz, BB
T L WK S OEIY Y TV ORBU, AZ)IE R
KPR e R H & UK 74 335 %5) DK
ZRCHER L7z,
6. P gulae DI&H

P. gulae I, v b EHICERNTHDODN TS
A XDV T, PCRETIT- 720 4 RIGDOHEMIEF 2
R L7z0 Bl S, Family Ald, £ X1tk b 44,
Family Bi%, £ X 1Pt& v b 14, Family Cix, 1
X 1PL& v b24%, Family DI, £ X1E& e k2
%HTCTHDo WYY TS OMIE DYk DNA @
HE, DNA i@+ v b (ISOGEN ; #at&sth= v
Krv—v, Wi, BHA) 2HWTT o 720 AR
BRI v TV otk DNA % TE & (fk
K& =y R I —2) 1B L7z, DNA HIFEZ,
TaKaRa PCR Amplification Kit (¥ # 554 F #k3
) AW T, BEMN AT 308, 7=—Y
v 77 656TC 308, MR 72T 14 % 30 %1 7 v
th, 72°C 2 3R 8872, PCREWIX, o—7+4
¥ 7Ny 77 —EZVision"” # i LT, 15% 7 #
O — 27 WVIZ X B ERIKE 217\, AE-6905H Image
Saver HR TH#awz L C, MR N Y FORMEHERE L 720
M, 7 f#~— 74 —I121Z One STEP Ladder 100 (0.1-2
kbp) (MASH=v KLY —2) 2RV,
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1 BTG
P. gulae ATCC 51700%k% x 77 4 74 L, E@AIE T HMESETBEE L 72,
BIARE ISR THEIMER SN2 A —)b3— 1200 nmo
2.0 *
1
? 1.5 N * _l_
2
g 107 1000
= 800
< 05 600
sl = 451 bp
400
(P. gulae)
0.0 - a b a b a b 200
10 100 1000 (bp)

Multiplicity of infection

2 b bR IRRHE S S 3 A A s T
P. gulae ATCC 51700 %k, & M ERASRMESSHINGIC P. gingivalis
ATCC 332774k £ V) & fiF %5 L, Multiplicity of infection (MOI)
100 T3 EMEE R L7z
a, P. gingivalis; b, P. gulae; n=3, *P<005, *P<001, Welch ® t &€

7. & MRBEAREMREOEH

A XBLPZFOREO N H S L2 OREH
WYt k DNA 2 Fi\WTC, P. gingivalis & P. gulae
zEt T o MOPEE M IS Aggregatibacter acti-
nomycetemcomitans (A. actinomycetemcomitans),
Campylobacter rectus (C. rectus), Fusobacterium
nucleatum (F. nucleatum), Tannerella forsythia (T.
forsythia), Treponema denticola (T. denticola) D 7
WA DOWT PCREIC X D ML 24T 5 720 TR AR5

M1 2

X3 P. gulae 55207 5 4 < —OFH
P. gulae ATCC 51700k 16S rRNA itz T B % A & Wi 4
R TI4<—%&3t L, P. gingivalisB £ O'P. gulae \Z5t
L CPCR%1T> 720 P. gingivalis TIXERTOWIEIEIB I 5
9, P. gulae T13451 bp DALIE IR/ N ¥ RAFERO B 7z M,
Gfw~—7h— . L—r1, P. gingivalis ATCC 33277 : L —
v 2, P. gulae ATCC 51700,

TIA4=—F, TRETEHEENTVET T3 —
EBECLTHERLZ DY, LTS 1~v—L%
DFEZ, F1IR L7z b PHCRO B OME %217 -
72 3REDOREIFZ 3 ITR L7z, Bl%, Family E (13,
A4 X1PLE e k3%, Family Fid, 1 X 1E& k b 24,
Family GlZ, /1 X 1L 1% TH5S,

DNA ¥4 I 1%, TaKaRa PCR Amplification Kit %
AL, 794 ~—%PCRIISSKMFITETITRT
HRIZHE > TIT o 720 PCREWIE, B—T 1 ¥ TNy
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1000
500 <= 451 bp
100 (P. gulae)
(bp)

M 1 2 3 4 5 6 7 8 9 10 11 121314 15
Family A Family B Family C Family D

X4 4 2ABIOE 55D P. gulae DFH

AXBITE M 2OREMEZIHIVTT I =27 28N L, P. gulaed$ 807514 <—%
WTPCR%47 5720 BYF 472> va—V& LTP. gulaze, 2H 574732 a—k
L CP. gingivalis ® I\ 726 P. gulael33XTDOA X L4550 Mo Sz,

M, F&E~Y—#»—; L—r1, Family A £ X1; L—>2, Family At b1; L—3,
Family A b2; L—>4, Family At 3. L—>5, Family At b4 L — 26, Family
BAX1L L—>7 FamilyBt F1;L—>8, FamilyC f X1;L—>9, Family C & b1,
L—>10, Family C ¥ 2 L—2>11, Family D £ X1; L— 12, Family D & 1
L—>13, Family D ¥ +2:; L — 214, P. gulae ATCC 51700 ; L — > 15, P. gingivalis
ATCC 33277,

R2 P. gulae DB

556 B 1T

Lane Subject Gender (Age) P. gulae

1 Family A A4 X1 (TP) M (6) +
2 vl F (28) -
3 v k2 M (53) +
4 L3 F (33) -
5 v 4 M (36) -
6  FamilyB 4X1 (YT) M (14)
7 SN M (32)
8 FamilyC A %1 (JS) M (6)
9 NS F (62) -
10 k2 F (5)
11  FamilyD A4 %1 (TP) F (8)
12 vhl F (58)
13 k2 F (32) -

JS:%eR, TP: M 7—=FN, YT: 3= %77

M: male, F: female, + : positive, — : negative

7 7 — EZ-Vision® 2l LT, 15% 7 #a—A %)V . @

2 X B EAIKE & 4TV, AE-6905H Image Saver HR
THE LT, WIENY FOFHESFEF L7,
8. RETFEHIDHN

WA ATIE, Welch o t BUEIZ X D, BREHRAT
V7 b 7 VG Bellcurve for excel 321 ($h4
Y —E A, _i, HAE) Z2HWTITo 72, AEK
#1x, P<0.05 B L P<001 & L7z,

1. P gulae BADEFIEMIZER

P. gulae ATCC 51700 ¥k % A #'7 1 74 L, &
RV T-BAMEE CBIZE L 70 R,  WARSERRE RPIC T
EWARER SN (K1),
2. HGFs \[cX ¢ 2 &%

HGFs ~fir#5 L7l 2 # 8 L CTHEREZ R E L,
BRI ONERE KD (HW2), P. gingivalis ®
HGFs ~OfF# %1%, MOI 10, 100, 1,000 T*h Z
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&3 b PLEFEEROWE
) Family E Family F Family G
Subject
A21(TP) BF1 ©F2 BF3 AX1(TP) ¥F1 BF2 421 (YT tlil
Gender (Age) M (6) F (12) F (28) M(53) F (2) F (B8 F (82) M (15  M@3D
A. actinomycetemcomitans - - - - - - - - -
C. rectus + + - + - + - + +
F. nucreatum + + + + + +
P. gingivalis + + + + + +
P. gulae + + - + - - - + +
T. forsythia + + - + - + - + +
T. denticola + + - + - - - + +

TP: MM 7—=FJ), YT: 3—27 %717, M male F: female, +: positive, — : negative

1046 = 0.08, 047 = 0.07, 0.75 = 015% TH VY, P.
gulae D7 %1, 088 £ 0.16, 145 + 020, 1.70 =
017% T Y, P. gulae ® HGFs ~Of#HH 1L, X
TOMOILIZBWT P. gingivalis DR ER L) A=
e, 15~ 3fofiz R L7z,
3. 7747 — DR IR DNA ORH

P.gulae 775 4 = — O Y8R 1L, P. gingivalis
ATCC 33277 B L O P. gulae ATCC 51700 \Zxf3 %
PCREMO T /7 a — A BRIKEB CTHEZR L (K3),
TH T — AERIKE) T, EAOMEICBWTHKY
A ZADH—/NY F (451 bp) A Eh, WEo P.
gingivalis TIZ DNA IR IZZZO SN ols 2D
FERNS, P. gulae F¥ERNT T 4 <~ — LRI L7,
4. PCRIEIZL D P gulae DR

ARBOAL XBLY b6 77— 7 HIHE % I
L, P. gulae ¥#5:W 75 4 =~ — % W T PCR %17 -
720 TORER, TRXTOAL XL 4ZDE MIBWTH
MBIy PRI (KD, TORE, M
FL72TRTCORIKET P. gulae \2JEH L 72 F254F
5 EDVHERENTz. P. gulae RN T I4 ~—
W2& 0, 4 X ATRORYRHE I P. gulae 2SFH S i,
P. gulae B EN7-A X KN TEFE LTS b
25 P. gulae B E 7z (F£2),
5. PCRZAICE 2 & NOBRMEDORE

v N OPENAIE 7 WAL 9 B L, 3R ED
AXBLICE 2o WIEMEZRNL, PCR %
Tolze TOMPEERIIRT, HERICHEEL &
NTW5 77 LEWRRETH S F. nucleatum & P.
gingivalis 1%, T XTOHOL MEA XIS MH &N,
A. actinomycetemcomitans |, 4 Xt b5 M
EN$, Family F A X1, F. nucleatum & P. gin-
gwalis DA OME A II R S kDo 72 Family E
L Family G D4 X T, A. actinomycetemcomitans

DM oMERES RISz, £ XEHEOMBE TH 5
P. gulae 1%, Family E ® 1 %O %YL Family F © 2
Lo ORI ENT, Family FOA X005 8
HENLhosz, Family G Tld, £ X bh5 P
gulae D E 7z,

% =

FAEDONR Yy P T—=2I28 ), BNEEREEOTE
LD A& &0 IEEGREDSHEIN L, #4097
BIZRoTETWE Y, B, L ORETH LD
BWHREDO—BE UCTKRYNCEE T 2 KEEDHM L
TWwh, F5IC, #WHERTIX, HEFE R EZ KM L T
ENTRy FEfAETLHEANL LY, e ey
e DOFEEAEHNE L, WRELRBRIMESON TS, —
WX, <y boOfiELE T, AMEEEEIE
T AHERBABRERD, NEDO/—TF— (a3
=FrT7E%N) ELTHELDNASIIICHE>TETY
b0 L7zAoT, b MEeEWORTEAELZILIITS X
I IR EICIRIE DS L T A D S o

Ny b7 — Fipa o4 T, 20204 10 H BH]AE
ZEEO A X OB EKI, £FETH 850 HHFAE S,
HAOMR KT 2 fH=1E 11.85% Th b 7z,
%L DA XIPRENTHET SN TB Y PP FHaE 1448
WTHDLEDHENDH LY, Z0kHIT, EFE =
WT—HICAEHLTWAS A XL, & hefmoTHEELR
BREE A L Twbd, HEWIZE b ERb Wik
Wb Il EEZDE, BWHEDEIIE T OB
LEBELZTNE RO WEEZ DS,

K7 TIE, PCREZHWTA XS bAD P,
gulae Rl ¥ N5 A AAND P, gingivalis = &7z
R EGIE 2R & LR FERB 2 MGt L, Z
DRER, A XS bAD P. gulae DIEGEDS, 4 Fik
FTRTICHED LNz TNSDFENT P. gulae B3
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M nh7ze bTix, 41 XEOBLEZ HENICIT-
THEY, BELEMBERICIHLIENDbroTWD,
KT, A—FKENTOL P4 XZBWT, b
EA XDOLEMNICEIET % S F S F kAR IEME o
G U T B I REMEARIE S 7,

JE A 55 B) 48 D - B 28 AF BB H T2 TR R A o0 B 2
Wk Bk, HEW AmmUEOEEEY v FAH
5) OARTIL, 25~ 34 7% T 324%, 45~ 54 % T
495%, 65 ~ 74 1% T 57.5% & M J& 5 T R 3w <
EEIC R B oML, WAL E AT S EOEE
&, 15 UL LR T 30% B2, 30 Ll L 55
AT 40% 2 A TVWDE Y, 4 XOWE %L,
R B IEH TR RN e P OYA LT
HY, £ O XIHHEHEICEREL, EROIIIPE
VR RS B 2 L S hTw s Y, 7,
4 X OWE DA HH & BIEEIZER MR &IC X
DERBELZEPMEINTEBY, 5EOA XO®IED
5 4 HE & 7z Porphyromonas J& O E A%, 2 R
HWIERLTH6ETHY, HWEIROERERE AL Tw
LI EBHEERTVWS Y, L2dsoT, B hEA X
F & B ISR R EERED T, WEE M E 4TS
H s A2 305 o v C ol 5 RO A 28I LT A ] REPE 28
EIOND, BREQUNZF U TZIADA X ED
M 3BT % B S D54 % e 5 B s % 13,
FEFWITA v, RIFFETIX, S F S F 7286559 5
WOREBPATRIBEIN LT T, 4 XHKD P. gulae
&b M ZICE D B ORIEO W EEMEIC O W TR
L7

P. gingivalis (3 &~ ORZER 2 8 EREME > <TH
LM, P. gulae 13 b LAY O IEFLE Y 0 o ] 9% 28 5B
2O EHEICRI SIS 7 T A BRI
THY, 4 XOWEFOIIE L IG5 LTwabT1]
REVEAS I ST ™, $72, P. gingivalis & &1%
T OMEEDE <, 16S rRNA #&{n T DM E X 97
~98%" TH Y, P. gulae ¥, P. gingivalis E¥ ~
287 & G OMIFAEA 94%° TH 5T 2 Wik
BIZHAELTWS (KD ZOHENS, b M
VT, MO EERE T 572, TOFME, P.
gulae ¥ P. gingivalis £ V) D HIE~NONE DTN
LAHIBIL (2), BOHIFEYEZ RS P gulae G
Z R TENe FMAPEANOEEIIBWT, EELR—D
OHEFIZHH>TWDB I EIPRIBENTZ, T OFERH
5, P. gulae 7% N LEPRICERE T 5 W HEMEAVRIE &
nrz,

ARy M D OREYRRE E LT, A& 0% Rk
ERWEMBEH 2o, Bl BloREE, wH, L
2K B EBRENS C, EHOREROREOEEL, B

n

ET2N

Bk 2

& 55 56 B4 1 7

BESF DO ARG L OHI LB EONY & — (BESrH)
W) RN LBIEENEZOND, 4 XOBGHEL L
T, MY TIARERF Yy v EUNT =GR E
DRSS 5 2 L0 HE SN Tw 2 T AT,
B (B D 2 TTENH A OARIRICOWT, 4 205
b M7z b S A XAOWRENEZRE L7zo 3l
A X R AROEEoREEE LT, OBL, O
RO A% KD S 2E0THCH CELOMHEH %
EWEZ BN, PCR 794 v — O RN, FE
OWHTH 5 P. gingivalis ATCC 33277 ¥ D Fettfk
DNA ZHWTHE L, P. gulae DFFRINT I 4 < —
BRAISERE W EAERSNA (K3), =
D P. gulae F#58 107 7 4 < =12 X 0, KHFZEHE R T,
Family F US4 X5 X TOWYRME I P. gulae
B E N (B2, 3). T2, P. gulae DSIINEIHE
TETH2AXEHRICENTEFE LT bbb P
gulae DB STz JERIEDIV 7L, ibshiz P
gulae 3 —RRTH L 0HHTE TR WD, KEWN
TAZXRBE PN L TR ERET S LM XL
b ARl L T W e A RIR Sz,

Y b PR C i JE 9 S T O & 4 AR S
B HERR L 7GR, B A5, % < O A A
A Family E @ 12 O 26 b s (K3),
CORETHEL TS XIBWTDH, & MHKkD
R MIE S S22 e s, 2o 12%kto
FIENHIE 2S e DR A X R TH 2 22 BERGE V1
Thb, ZORENL, & MIBENMEZE P2 b
FZIFT%L, B 2o A XBIERE, 204 X905
t AR LR ED E XL 6N/, 72, Family
FoA x1&, P. gulae B S NT, F—KENO 2
70 b s Cuiv, — T bEROMEE
AEHMBE SN TVWEZ L0, [ X2H 5O
FTHEESLDLNTEY, b b25A ANOEHIZD
WTREYFLZNL TEFELA-TREESEZ 5N
720

Socransky & ¥ 1%, 2 VEHE K EF O KRBT
PR O WAL & B S RE & DN 0 O, xF G A
% 5W # T &» % Red complex, Orange complex,
Yellow complex, Purple complex, Green complex
W, RLEBBERVEDLIPH L EIND
Porphyromonas gingivalis, Tannerella forsythia,
Treponema denticola ® 3 Hifi% red complex & %4
L7z S5 IWAHIE, BTN & MR IS TS 5
FERFZRAL, 4 Xhodmhshi (F£3), O
PEgBIL, e MR TR XITBVWTHHERENS
FHRTH L. WEIRIE, 4 XTHOR, OEOFHAR
NREAFI ST EEZOLNLZ D, 1 XD
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[ 7 OEENE & IR A L 72 RYe T i~ ik A
VEEEZ bz, v MHBREE X 55 s E R
BAA 2 OWIEh o shi-2 &nrn, 4 X
T MHSROMEIC X 0 SRR EATAE & #1T LT
HTENEZ LN,

WIS X o THA S NEHADAET 5 Z L idhi <
POEBENTVDEY Ry + 25 DIEGH LTI,
Sl F R AR ORI 2 i AEEE O W X o T
¥z R OoNL EEZONL, 72, Ry M &
WA BB T CHET S 2 & IRYYED L% T
THETEEEEZZONS, 5%IE, 41X, 23%F
LdHELIMERNSDRY bOARG S TEANOZF
VF vy s TRV EFIEN L BEEYSE R FT SN
BT —ANMZ LT ENEZLND, TNHOEWE
fET 59 2T, BYEICHT 5 IE LWk & g5
HPEETH D, T2, Xy MIBFEMIITTE 4 DK
FRE2RA L TWAZ a2k, Xy MEpdFAE
WICBWT, By, OB LOMR ) Lo a13H
JHENREEZ R o IS EETH L EEZ N
%o HIHADPZILL, BML ODOEHHHPEDY,
JEFETIIBVT, REO—BE LTHEINLNY
b EDOFEMDES VI, PO Thdro ZRRICRER D
DI ) DODOH b, Tz, HEOFEEILICI D,
NHRES L7zt Mxd 5 ANBRIL & GE~ O 5
LAWY, BREBBOMMIE b0 %
AbNhb, T, HFICHEZMIFLETZA M F AL
B TE S E IR ZHERERE (SARS) 72 & o0 7 il & e
JEDSFED B, TNODEYHEDS { BT H KT
BLEZLNTWAEY, bbhOYELRHELETD
HA X, A% EIGFAERCIE S T RMEY %
IEBEVEICIRE L TV A REED TS Ve [A LB ot
WIRYE ] 12, MRS LT TAFlIEYE | *
[N R YE | [ A — ) — Y A ED4Mnid 5,
1958 4E L2 B X 7z WHO (TR RERE) & FAO (F
AR EERRRE) OAFBEMERRIET, A/ -V
& TAE AU O FHEB Y O [T HIRICRATT 0%
FEG L BRI NT WS, DRELEDGEDHIZ,
[EY SR e ] EIPIE N T b, By o e s
TiE, B PAoRGE LR b 2o @i
G BPIRIC D IEE L, B ol & AT ik
I RE LB RD2L, [ANEBYOIMBERGSE] &
FHTHI L oTWE P,

CPESRBIZOWT D, RIFFERHEREPOE P25 A X
A EHI I 25 R3E L v 2 WREEASERR S 2 2
NS, MEOIERED r 7 L E% I 252
P VENEZ ONTZ. 5k, Hkbe e XTO
CHEM R DR & RER O L Db Y I2DOWn

e b EEA XTIV B B o B R SR R O R 17

T, fZIF L CO 2 WHEREKROSFEZ T, [H—FKE
N TOIERRIB IO W TE R ARG 2 DO TV & 720w
EEZTWDS,

& B

v hEAf XOETE VT, ORERNHTEOFEICD
WT PCR % F VTR L7528, A4 XIERNICAE
TE9 % P. gulae 75 FLAPEIZERD BN, b OB
FREHIR 254 X LIER 2 S B Sz, Lzdt> T,
L&A XOIEPNME2H HAESRE LT b itk
AR S 7z,
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