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Table 1. Changes in attachment levels and mean attachment gain at the time of final exami-
nation(4th-year) according to the initial probing pocket depths of total examined

sites (3516 sites).

Number of sites Mean
Total sites Attachment No change Attachment attachment
gain(>1mm)  (—1~1mm) loss(<—1mm) gain(mm)
Site with [PD* 82 3108 33 0.21
<3mm (N=3223)
Site with IPD 127 165 1 1.37

>3mm (N=293)

a . initial pocket depth
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Table 2. Correlation of attachment loss in the 4 experimental sites with Perios can test,
Periocheck test, BOP, plaque and the detection of Ae and/or Pg during the 3-

years of examinations.

Sites N Perio Perio BOP** Plaque' Aa*&/or
Scan* Check** Pg™
¥ - + - + - ¥ = + =

Attachment loss 32 17 15 15

17 23 9 25 7 1 31

No attachment loss 136 81 55 38

98 68 68 91 45 5 131

a . bleeding on probing

b : Actinobacillus Actinomycetemcomitans
¢ Porpyromonas gingivalis

* sensitivity 0.53, specificity 0.40

** gsensitivity 0.47, specificity 0.72
+ sensitivity 0.72, specificity 0.50
t sensitivity 0.78, specificity 0.33
¥ sensitivity 0.03, specificity 0.96

Table 3. The relationship of patients with experimental sites more than the 3 sites exhibi-
ting attachment loss among 4 experimental sites during the 3-years of examination
with the baseline clinical parameters and IgG(baseline) and IgG2(final) responses

against Pg.
Subjects mean PD mean PAL % %  Aa and/or lgG/Pg  IgG2/Pg
(mm) (mm) plave  BOP Pg*
<2525~ 30< <2525~ 30¢ (+) (+) + - + - + -~
30 30
Pt. with 3 2 0 3 2 0 7824 3812 2 3 3 2 0 5
>3 sites
withAL*
(N=5)
Pt. with 5 8 3 5 8 3 7755 4094 5 11 5 11 2 U4
<3 sites
withAL
(N=16)

a . attachment loss
* | sensititity 0.40, specificity 0.69
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- Abstralt -

CLINICAL, MICROBIOLOGICAL, BIOCHEMICAL
AND IMMUNOLOGICAL STUDY ON THE PROGRESSION
OF _ADOLESCENT PERIODONTITIS

Ju-Yeon Lee, Sung-Jo Kim, Jeom-l! Choi
Dept. of Periodontology, college of Dentistry, Pusan National University

The present study has been performed to evaluate the clinical, microbiological, biochemical
and immunological parameters associated with the periodontal disease activity in adolescent
periodontitis. 21 young adolescents with evidences of periodontal attachment loss participa-
ted in the study for upto 3 years of examination. Probing pocket depths and attachment
levels of whole dentitions were annually recorded and 4 deepest pockets, with initial probing
depth > 4mm, were selected as the representative experimental sites of a patient. Sites
experiencing attachment loss > 1mm during the 3-year experimental period were designated
as the active sites and these sites were examined for the microbiological and biochemical
profiles at the time when attachment loss occurred. Microbiological assay included cultural
studies and PerioScan for monitoring BANA(+) organisms(e.g. Porphyromonas gingivalis,
Treponema denticola, Bacteriodes forsythus). Biochemical assay has been performed for moni-
toring GCF levels of neutral protease. Serum IgG and IgG2 titers against Porphyromonas
gingivalis 381 were determined of a patients at the beginning and the end of the study,
respectively for patient-based analysis.

The results indicated that the parameters consisting of microbiological cultures and GCF
neutral protease exhibited low association with the periodontal disease activity in adolesce-
nts. However, the specificity for microbiological culture of the selected periodontopathic
organisms(Aa,Pg,Pi) were considerably high. Moreover, the clinical pameters such as blee-
ding on probing and presence of plaque as well as IgG levels against Pg at the baseline
exminations were closely associated with the subsequent evidences of attachment loss during
the whole experimental period(3-year).

Key word . adolescent, progression, activity, parameter
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