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Wk, R CIEEERERTH Y, LA
RFHEDFENEZFERIFTIEPAONT NS, 4
ik T b IHE R E BN TH » 72 BEIOHIEL TIE
TL, #E DRI 72k X b Polymerase Chain
Reaction (PCR) 2T P. gingivalis 23 & L 72%%
BiEfoTwb, WAROENEOELRME LT P
gingivalis, Prevotella intermedia (p. intermedia),
Tannerella forsythia (T. forsythia),

ticola (T. denticola) 3 £ U, Actinobacillus actinomy-

cetemcomitans (A. actinomycetemcomitans) 7 &
BEZHITEN 5, ﬁﬁuﬂ@ﬁfi Polymerase
Cham Reaction (PCR) #E#x W TERMICHIE S L
BOTWDLDONBIRTH S, AETI i 2017 4E 11 H
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Iﬁﬂf@ FERERF-L2AE, o 5 R R D 1T A I BRI
TR - - AEEE - A ML RS RAKRR

-T~ (%T B oMGIInz, JIoRT (WEL
D - NIEREE) PNEELZNTFO—D2LEZLNLTWY
5o WRREREIZ, 7 23287 3/ 8BE RER
&L, PHIZIFIEHREICRZZN S, &9 L7 bR
WL, BRI T CERT A0, WHRBT 77—
2020, BRI R K B T B B ik B AT T S Gl 5
%Y, WX, OENOEREEZE->TBY, OENO
WAEMOIEER T EHEZ OND, Z0H btk
T gL 2827 (basic proline rich glycoprotein :
PRG), MME®E 7 a1) » % > %7 (acidic proline rich
protein : PRP) B X " A # Y ~ (statherin) o M
W >~ 2827 M3 P gingivalis DFELBLERTH T &
BHISNTWEY, 7=, BEY) < FBEO 8
DML, L MY ¥ & o5 7 Jifkh i s h
5o TOPURIEZBIRT Y 7= F OFIEIT LI - THH &
N, HWERO—FETH 5 P gingivalis 1%, BIEM SN
TWBLHTHE—Y VY SMEER SRR AT S
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1. Number of patients according to age

Periodontal pathogens Primer/Probe

Sequence (5-3))

Primer F
Primer R Probe

Actinobacillus-
actinomycetemcomitans

GAA CCT TAC CTA CTC TTG AC
TGC AGC ACC TGT CTC AAA GC FAM-AGA ACT CAG AGA

TGG GTT TGT GCC TTA GGG-TAMRA

Porphyromonas gingivalis Primer F GCG CTC AAC GTT CAG CC

Primer R CAC GAA TTC CGC CTG C

-Probe FAM-CAC TGA ACT CAA GCC CGG CAG TTT CAA-TAMRA
Tannerella forsythia Primer F GGG TGA GTA ACG CGT ATG TAA CCT

Primer R GCC CAT CCG CAA CCA ATA AA

Probe FAM-CCC GCA ACA GAG GGA TAA CCC GG-TAMRA
Treponema denticola Primer F CCG AAT GTG CTC ATT TAC ATA AAG GT

Primer R GAT ACC CAT CGT TGC CTT GGT

Probe FAM-ATG GGC CCG CGT CCC ATT AGC-TAMRA
Prevtella intermedia Primer F ATC CAA CCT TCC CTC CAC TC

Primer R TCC ACC GAT GAA TCT TTG GTC

-Probe FAM-CGT CAG ATG CCA TAT GTG GAC AAC ATC G-TAMRA
Universal Primer F TCC TAC GGG AGG CAG CAG T

Primer R GGA CTA CCA GGG TAT CTA ATCCTGTT

Probe FAM-CGT ATT ACC GCG GCT GCT GGC AC-TAMRA

+ 20 pl of each periodontal pathogen reaction mix +5 ul of sample +5 pl of cDNA (or negative control)
- Thermal cycler conditions: 50C (2 min) %1, 95C (10 min) x 1, 95C (15 s) X60, and 60C (1 min) x50

2. The TagMan probe method

WTHhY, BHEEND B 2WIEIN TS, BREHE
BEVY VY vy o iR E OMBIEH B LV
Wi dH 525, P gingivalis & OMEDDH % 9 13FEH
ENTVARWDER & OILFEIZEIE TN 5,
Biik T, 4 77 v MTHEE ZT BB
L A & 2l L 727 — # TlE, 4RI, 50
fRAT30% 5% 5 30 A5 T0 AR H % L7
(K1). B Tlolb#idztted s, JE51 4,
KAt 1 Z RO BE DL H o 720 ML, 5T
IR THA LY H DNA 24l L, &R 724
PCR 754 ~—%EM L, s ERE OB %17 -
727 (X 2) o o896 BN W o By M %1%, P. gingivalis
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56.7%, p. intermedia 408%, T.forsythia 958%, A.
actinomycetemcomitans 4.2%, T. denticola 80% T&
), A. actinomycetemcomitans O g% 313 b o> T fill
WIS LA o 720 SRR O HERIE, & BE OMER
HOBWE A K WEOWEBTH Y IEL T L, K
L7z2DRE VT =7 DIELD X3 heh o728 (M 3),
47T v MRHCHEEE L T2 95% o B 13 sk E
FIRR R 2 R LTz,

3. P.gingivalis D#FE (fimA) BIEFEH LTS
¥io)
P. gingivalis DHAFEICLEICHEIEL TV AHHE
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P. gingivalis  P. intermedia  T. forsythia  A. actinomycetemcomitans T. denticola

90th percentile 1.680 0.870 0.040 0.680 0.550
75th percentile 1.400 0.720 0.030 0.500 0.460
Median 0.940 0480 0.020 0.340 0.310
25th percentile 0470 0.240 0.010 0.170 0.150
10th percentile 0.190 0.100 0.004 0.070 0.060
Minimum value 0.000 0.000 0.000 0.010 0.000

3. Species isolation rate

(fimbriae) &, 74 ¥ 7V ¥ %7/21& FimA % 2 —
M2 @ET FimA 7 u—= v 7 s, CERNA
D7 - BAWCEEREEH 2L Tw b, FimA
7 VS HICE RS BB sh B
0, Fujiwara 512 & 0 @5 TORYIHEGEA 7 S,
W T AMBEI S S 72, B TIE FimA {5+
WIEIR2S VEBI IR LCIhBo6
DOBEFENPHENT WA A, FimA #i5FH
WX D EROBENE R L 2 PG I Twb,
JEEEOHTH S T I X OV TV BIASE JE 0 8 J5 5 8 A
SZLoEEE N, TMBIU VAT E,»SZ L5
HES NS Z ESWEINTWEYY, TN D
HEER & P gingivalis ® I1 A FimA & @5\ 3 P
DHEREINI2Z L2 b,

% b P. gingivalis ® 18I 20 & V I FimA &z 1
WCHRMZ PCR 794~ — % W< (04) 8w

I T R RS TR 2 72 5 72 68 412D W T, P gin-

givalis O FimA B3 % PCRIEIC X VT 5 720 20D
R, TR AR 1 44, TR X oY 1T B A #E 18 44,

IAEMREARR39 4, I B X O IVRIEE/]L 4, IV
RREM 8 %, VARG A THoTze EEOKE
FHREIPOSSEHEINLE VLN TVL TEB LIV
BREE L6 ZH 66 2 LMotz 254 THRIBEE
hzBHbEd) (K5). &b bk ES D 97%
BUEBHL TV EZREAEL T2 EIRD, £
DN % BIETH o722 Do KT LAHE LT
WhHT—F # BT LERTH - 72,

4. BHVIC

B R R F 2 SN TR VLOREIRT
& A%, 4Ol 5 O E K IO W T, PCR
BICXMEERRTD, 41 0T bRHIH Do T
WELBHEDIZLEAEPNTNHIDWERA LT,
Lt ORI C ol IR R R R ASHRE S 22 2 & & 2 WifE T
%o P. gingivalis M EBIm &, WE Y /87 LR
AL, OFENICRA - B4 LEEOREHZEZ 32
Lo TE7z. LA L P gingivalis #2E DA
o B~ OB A LCTEEO@E IR E (2L, W
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Primer Sequence (5-3) Size (bp)
Type I fim A-F  CTG TGT GTT TAT GGC AAA CTTC 389
fim A-R AAC CCC GCT CCC TGT ATT CCG A
type I fim A-F  ACA ACT ATA CTT ATG ACA ATG G 256
fim A-R  AAC CCC GCT CCC TGT ATT CCG A
type I fim A-F ATT ACA CCT ACA CAG GTG AGG C 253
fim AR AAC CCC GCT CCC TGT ATT CCG A
type IV fim A-F  CTA TTC AGG TGC TAT TAC CCA A 249
fim AR AAC CCC GCT CCC TGT ATT CCG A
type V. fim A-F  CCC AAC AGT CTC CTT GAC AGT G 462
fim A-R  TAT TGG GGG TCG AAC GTT ACT GTC
Thermal cycler conditions: 95C (5 min) x 1, 95C (30 s) x 1, 58T (30 s) x37, 72T
(45 ) x 1,72C (7 min) X 1, and 4C
[X] 4. P. gingivalis FimA-type Primer
60 2) Holt, SC, I Kesavalu, S Walker, CA Genco. 2000. Viru-
lence factors of Porphyromonas-gingivalis. Periodon-
50 tology 20: 168-238 1999.
3) Socransky, S. S, A. D. Haffajee. 2000. Periodontol 28:
0 12:55 (2002).
30 4) W)ll—%. 2001. Hr7-7% FimA #fz¥% A3 % Por-
phyromonas gingivalis D438 & Z® 434, Jpn.].Oral
20 Biol. 43: 247-256.
5) K¥pEhE. 2003. Porphyrpmonas gingivalis #2E®D
10 fFne & IR T LR OWERE A & OBE. H ok
. i 45 (4): 357-363.
0 - 6) AEFREE]. 2013. i EE B MM # Porphyrpmonas gin-
! 1 v v givalis ® FimA ##EIZBI3 AW%E. The Pharmaceu-
5. Classification of P. gingivalis according to type tical Society of Japan 133 (9): 963-974.
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Distribution of periodontal disease-related bacterial species using genetic testing method

Hideji Yanagisawa
Microskylab, Inc.

Periodontal diseases are caused by bacterial infection and are important oral diseases in the dental field. They
are known to be caused by the causative bacteria in, for example, endocarditis and diabetes. The main bacterial
species that cause periodontal diseases are Porphyromonas gingivalis, P. intermedia, T. forsythia, Treponema
denticola, and Actinobacillus actinomycetemcomitans, among others.

In this paper, we will outline the isolation rate of periodontal disease-causing bacteria and the distribution of the
fimA genotype of P. gingivalis among approximately 120 specimens treated in our implant department between
November 2017 and April 2018,
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