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Table 1. PCR Primers Used

Specific Primer set Sequences (5" to 37) Size (bp)
Universal primers for AGA GTT TGA TCC TGG CTC AG 2480
positive control GGC TAC CTT GTT ACG ACT T
P. gingivalis TGT AGA TGA CTG ATG GTG AAA ACC 197
168 rRNA ACG TCA TCC CCA CCT TCC TC /
) GCG TAT GTA ACC TGC CCG CA
T. forsythensis 641
TGC TTC AGT GTC AGT TAT ACC T
) TAA TAC CGA ATG TGC TCA TTT ACA T
T. denticola 316
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Table 2. Clinical indices of teeth in both groups

/ Control n=26 Test n=13
Variables ; p value®
G R L i
PD (mm)} 2.7+0.8 5.4%1.3 0.000

SBI 1.4+0.6 1.8+0.8 0.060

PI 1.5+0.8 1.5¢0.5 0.871

6 PO e L TSP L SR T S o D E e S S o8
5
4 F
3 4 i[:Icontrol
2 - . @ test
AN H sl &
2 ‘ ‘ ‘
PD (mm) SBI Pl
Figure 1. Mean clinical indices of teeth
Table 3. Clinical indices of implants in both groups
_  Control n=34 Test n=17
Variables p-value*
L e e Mean & B i
PD (mm) 3.3+1.2 3.1£1.3 0.792
SBI 1.4+0.8 1.1x0.7 0.163
PI 1.1+0.8 1.0+0.8 0.890
@5} e —————
3 - s e e e SR
2i5; -~ e
2 | ———— ' [OComwa]
1.5 — | HETest
LY ] 1
* —l
0 - : ‘
PD(nmm) nSBI mPI

Figure 2. Mean clinical indices of implants
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Table 4. Microbial prevalence of teeth in hath aroiins

_ pumber of detection (prevalenc Iy
17(65%) 11(85%) 0.219
T. forsythensis 17(65%) 13(100%) 0.026"
T. denticola 20(77%) 12(92%) 0.249
# OControl
M Test
P.g Tf Td
Figure 3. Microbial prevalence of teeth in both groups
Table 5. Microbial prevalence of implants in both arouos
Control n=34 Test n=17
Variables T T pvalue®
: _ humber of detection (prevalence?) i
P. gingivalis 21(62%) 14(82%) 0.141
T. forsythensis 21(62%) 11(65%) 0.842
T. denticola 28(82%) 12(71%) 0.345
120
R

| |Ocontrol

| @ Test

|

Pg Tf Td

Figure 4. Microbial prevalence of implants in both groups
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Table 6. Percentage of same detection result in tooth and implant in a oral cavity

No. of patient (proportion) n=38
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—Abstract-

The influence of adjacent tooth
to the microbiology of implant sulcus

Dong-Young Lee - Man-Sub Lee - Young-Hyuk Kwon -
Joon-Bong Park - Yeek Herr - Jong-Hyuk Chung

Department of Periodontology, Kyung Hee University, Seoul, Korea

The aim of present study is to evaluate the influence of adjacent tooth to the microbiology
of clinically healthy implant. Control group included patients who had clinically healthy im-
plant and tooth with healthy periodontium(PD<3mm). test group was composed of patients
who had clinically healthy implant and tooth with periodontal pocket(PD>3mm). The criteria
of clinically health implant are no pain or discomfort, the restorative suprastructure provide
satisfactory fit and function, and the tissue around the fixtures were firm and probing with
standard periodontal probe with a rounded tip 0.5mm in diameter resulted in penetration of
no more than 5mm when using a force of 0.5N at any location. 38 patients, partially edentu-
lous subjects with endosseous root-form implants were selected. All subjects were medically
healthy and had not taken systemic antibiotics and professional plaque control 3 months be-
fore sampling. Number of control group is 25(mean age 52+13, 26 teeth, 34 implants) and test
group is 13(mean age 60+13, 13 teeth, 17 implants).

All teeth and implants of each patient were examined probing depth(PD), bleeding on prob-
ing(BOP), and plaque index(PI), and samples of subgingival plague were obtained at each site
with sterile curet or fine paper points, then the plaque transferred to PBS. Obtained samples
were examined for the presence of P. gingivalis, T. forsythensis, and T. denticola by the poly-
merase chain reaction(PCR).

The relationship among clinical parameters and the colonizations by the 3 bacterial species
from natural teeth and implants region were analyzed by student t-test.

The results of this study were as follows:
1. PD was different in teeth between 2 groups(p<0.05), but the other parameters were not.

2. Statistically significant difference was not found in clinical parameters of implants be-

tween 2 groups.
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3. All bacterial prevalences of teeth were higher in test group than in control group. and
prevalence of T. forsythensis had statistically significant difference between 2 groups(p
<0.05).

4. Prevalences of P. gingivalis and T. forsythensis are higher in test group than control
group, and that of T. denticola is higher in control group than in test group. But there

were no statistically significant differences between 2 groups.

In conclusion, there is no statistically significant difference in prevalence of implant micro-
biology between 2 groups. But if the number of samples increased, it will be possible to find
out statistical significance in prevalence of P. gingivalis. It seems that pocket of adjacent
tooth influences prevalence of P. gingivalis. These results mean that improvement of the pe-

riodontal condition before implantation is very important.

Key words : implant sulcus. microbioclogy, P.gingivalis
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