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Table 1. P. gingivalis fimA—-specific and 16S rRNA-specific primers used in the study

Specific Primer set Sequences (5" to 3) Size (bp)
Universal primers for positive AGA GTT TGA TCC TGG CTC AG 3480
control GGC TAC CTT GTT ACG ACT T ’

P. gingivalis TGT AGA TGA CTG ATG GTG AAA ACC 197

165 rRNA ACG TCA TCC CCA CCT TCC TC I
CTG TGT GTT TAT GGC AAA CTT C

Type 1 fimA 392
AAC CCC GCT CCC TGT ATT CCG A
ACA ACT ATA CTT ATG ACA ATG G

Type O fimA 257
AAC CCC GCT CCC TGT ATT CCG A
. ATT ACA CCT ACA CAG GTG AGG C

Type I fimA , 247
AAC CCC GCT CCC TGT ATT CCG A
CTA TTC AGG TGC TAT TAC CCA A

Type IV fimA 251
AAC CCC GCT CCC TGT ATT CCG A
) AAC AAC AGT CTC CTT GAC AGT G

Type V fimA 462

TAT TGG GGG TCG AAC GTT ACT GTC
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Table 2. Prevalence of P. gingivalis
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Control 1 Control 2 Test{peri-implantitis)
(PD<5m/BOP-) (PD<5m/BOP+) (PD=5m/BOP+)
Detected Not Detected Not Detected Not
n 32 2 91 16 40 8
% 94.1% 5.9% 85.0% 15.0% 83.3% 16.7%
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Table 3. Prevalence of 5 fimA types in P. glnglvahs posmve samples

Frequency of ﬁccurrence %)

(number of fimA Type) (p=0.04)
ik Tyve Control 1 (n=32) Control 2 (n=91) Test (q=40) Total
{(PD{Bny BOP-) (PDXomy/BOP+) (PD=5u/BOPH) n=163)
I 31.3 (10 17.6 (16) 17.5 (7) 20.2 (33)
a 3.1 (D 9.9 (9 25.0 (10) 12.3 (20)
it 3.1(D 1.1 (1 0 1.2 (2)
I\ 3.1 () 1.1 (D 2.5 (D 1.8 (3)
v 0 1.1 (D) 0 6 (1)
I and O 3.1 (D) (6) 25.0 (10) 10.4 (17
[ and I 0 1.1 0 6 (1)
[ and IV 0 1(D 0 6 (1)
O and I 0 1D 0 0.6 (1)
I, 0 and I 0 1 (D 0 6 (1)
Untypeable 56.3 (18) 58.2 (53) 30.0 (12) 50.9 (83)
SUM
I 34.4 (11) 27.5 (25) 425 (17 32.5 (53)
il 6.3 (2) 18.7 (17) 50.0 (20) 23.9 (39)
e 3.1 (D) 4.4 (4) 0 3.1 (5)
Y% 31D 2.2 (2) 2.5 (1) 2.5 (4)
A 0 1.1(D 0 0.6 (D

Tistatistically significant difference between control group and test group (p¢0.01)

(3.1%) % % 1170(34.4%) 9] 3E2oNA VeRsIT Y
o2 ol AZE AL AU 1712] FE(3.1%)
oA o2 HEH, A1 T A58 4
7L 10B.1% 2 F 270(6.3%)9] EEOA AEE

A AVES d5o2 747} 1719
(3.1%) A AEESICE AVES: AEH#
A, frAEe] ERlEH] o HEE 1871(56.3%) 9
At

A2 ZHPD<5m/BOPH) oAM= FE 10771 &

AX 9179} FHN P gingivalis’t HE(F8&
85.0%)HACk. AuzarollA] 7k Eol AR P,
gingivalis®] +48e AldoT dxoz 167)
1/6/—4 Ho]]/\ﬁ 7475}‘340&1 = Oxﬁﬂz}fsl—
A 9709.9%) 2] FEAA AE= F 2570(27.5%)
2} oA HEFL ko EE Allde] ¥
o] AZEHE=, dEoEE 9719.9%), The 74

_4
A

,LLL_

oLo]—
G AA

,_‘

O

\z

1:
o

F
:

[ A

e

ot

1

fo H

jales
|

Mo

of
al

=

)
rl

N

MN'

(25.0%) =

=0 7

o] 107H(25/)i

= o]
of| 4
370(58.2%)

F91gell ojghel AFTHPD=5m/BOP+)
487019} 3 5, 4070elM P, gingivalis7t
Al 71 el A
FE =3 W=
gxo= AEH 497 10

<7} 1074

i} 34 870(8.8%) 2] 3E:
oA Az

PRI

(8% 83.3%) %30k
%% P gingivalis 554
Angeldet. AN o

70(25.0%), L} 165“} gt
F 2070(50.09%) 014 ERSTE theo®
o] 7&%% Zﬂf_’_ A 1o T4 3%

51/\1\-1—1 == TR

ik Avalo) 17k(2.5%)

911

ol F

[ele]

(17.5%)°1

53} A UrEM #
177042.5%)¢] T
AEEN, A} Zﬂ

HEAA A=

1771(18.7%) ]
ek AME, AVE, AVEe] 1
272y A7W(4.4%), 270(2.2%), 170(1.1%) 1
ZE 3k fFEe] SRIHA| &

N



Table 4. Relationship of fimA types with peri-impiantitis

P. gingivalis

(all fimA types) 0.017 0.386
fimA type

I 0.010 0.289

n’ 1.105 0.006

il 0.009 0.752

v 0.028 0.823

\ 0.004 0.581

T Strong relationship with peri-implantitis
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-Abstract-

Prevalence of fimA Genotypes of Porphyromonas
gingivalis Strains in peri—implant sulcus

Dong-Keon Seo - Young-Hyuk Kwon - Joon-Bong Park
Yeek Herr * Jong-Hyuk Chung

Department of Periodontology, Kyung Hee University, Seoul, Korea

Porphyromonas gingivalis is a gram negative, black-pigmented anaerobe, associated with
periodontitis & peri-implantitis. Fimbriae(fimA) of P. gingivalis are filamentous components on
the cell surface and important in the colonization and invasion of periodontal tissue. But all P.
gnigivalis strains don’t have equal pathogenicity. inequality among strains originates from
different fimA genotype. P. gnigivalis fimA gene encoding fimbrillin{structural subunit of fimbriae)
has been classified into 5 genotypes(typesI to V) based on the nucleotide sequences. In the
present study, we examined the prevalence of these fimA genotypes in patients with dental
implant and the relationship between prevalence of these genotypes and a condition of
peri-implant tissue. Dental plague specimens obtained from 189 peri-implant sulci of 97
patients with dental implants were analyzed by 16S rRNA fimA gene-directed PCR assay.

P gingivalis were detected in 86.2% of the alll samples. Among the P. gingivalis—positive
samples, a significant difference in the occurrence of typell was observed between test and the
two control groups. In two control groups, typell fimA were detected in 6.3%(PD{5m/BOP-),
18.7%(PD{smyBOP+) . In the test group(PD=5m/BOP+), typell fimA genotype were detected most
frequently in 50.0% . And a correlation between specific fimA types and peri-implantitis was
“ound in typell (R'=1.105).

These results suggest that P gingivalis strains that possess typell fimA are gradually
increased, as a condition of peri-implant tissue is getting complicated and are closely associated
with peri-implant health status. We speculate that these organisms be involved in peri-
implantitis

Key words : FimA genotypes Porphyromonas gingivalis Peri-implant sulcus
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