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DNA Probe-Detected Penodontopathogens at Active Penodontitis Sties.
553 LJ. JIN*, P.-O. SODER, U. NEDLICH and B. SODER.
(Karolinska Institute, Stockholm, Sweden).

The prospective investigation was to determine the ation b the p and level of 7
and attach loss 1n penodonuus sites, by usmg

specms-speclﬁc DNA probca e.g. A. actinomycetemcomitans (A.a.), P. gingivalis (P.g.), P.
intermedia (P.i.), T. denticola (T.d.), E. corrodens (E.c.), F. nucleatum (F.n.) and C.rectus (C.r.).
The participants wore advanced periodontitis patents who had been regularly maintained for 5 years
after intensive ireatment. Following baseline examination, 40 sites with probing depth > 5 mm were
sampled, and they were then monitored every 3 months without treatment until an  active site was
detected. These active sites showed a significant attachment loss at 6 months. Subgingival plaque
samples were nken |mmcd|ately from these active sites, and also from the matched inactive sites as
trols. All 7 peric hogens were found at the detectable level of 6.0 X 10° cells in the 24
active and 16 mactive sites, and the positive frequency distribution of these bactenal species was as
follows (Active / Inactive slles) Aa., 292%/ 12.5% ; P.g.,, 458%/ 43.8%;" P.i, 66.7% ] 62.5%;
Td., 62.5%  62.5%; Ec., 91.7% [ 81.3%; F.n, 83.3% / 68.8%; and C.r. 54.2% | 50.0%. 4.2% of
the active sites and 18.8% of the inactive sites were without any of the 7 species. For the relative
amounts of bacteria, T.d. significantly increased at the active sites (18.242,.3%), compared to the
nactve sites (9.9:2.8%) (p=0.0305), With respect to the retrospective microbiological data at
baseline, the positive frequency distribution was as follows (Active / Inactive sites): A.a, 20.8% /
63%; P.g, 41.7% / 43.8%; P.i., 66.7%/ 563%; T.d, 66.7% / 50.0%; E.c.. 62.5% / 68.8%; F.n.,
70.8% / 813%; and Cr. 62, 5% / 62.5%. No slgmﬂcmt difference was noted for the relative
amounu of becteria berween the sites. WW&MM

Expenmental Periodontitis 1n Non-tasulin Dependent Diabetic Rats.
554 N. YOSHINARI *, M. CHHARA, T. TAKADA, K. INAGAKI, M. SUZUKI, 5

and T. NOGUCHI. (School of Denustry, Aichi-Gakuin Umversity, Nagoya, Japan)
The purpose of the present study was to investigate the effect of a high carbohydrate diet anm,

d diak

solution on the periodontal lesion of sp insulin dep
rats, which were produced by the method of Goto and Kakisaki (GK), tustologic
histometrically. Forty five wistar rats as control and the same numbers of GK rats were includ
study. In the maxillary right side of every rats, a nylon thread was inserted into the interden;
between the right maxillary first and second molars to induce gingival inflammation. Tbe
animals were divided into three groups of wistar rats (J-1, J-2. J-3) and GK rats (G-1, Gq
Groups J-1 and G-1, Groups J-2 and G-2, and Groups J-3 and G-3 received a normal labotatog
the high carbohydrate diet, and a normal laboratory diet with 30% sucrose solution, respect ®
rats in each group were sacrificed at 6, 9 and 12 weeks. The blood glucose values &
succesively from 3 to 12 weeks in Groups G-2 and G-3. Alveolar bone resorption of Gmup%

G-3 was severer than that of Groups J-2 and J-3 at 12 weeks. The resuit of this study indj

tg_be re petiodontopathogens both qus nd 3 This study metabolic control of NIDDM changed the periodontal condition in rats. . This study was supy
(vg:a::.l Npom gf) the Ledcrle Intemauoml American anumde Co and the Swedish [nstitute the aid for Fund | Scientific R h from Education Ministry, Grant 06771781,
Amigenlc Heterogenelty of Porphyromonas gingivalis Fimbriae: 1.+Y. LEE,* H.T.

i
555 SOJAR, A. AMANOand RJ. GENCO (insitute of Oral Biology, Kyung Hec
nlvmity, Korea and Department of Oral Biology, SUNY at Buffalo, USA).

Binding of Porphyromonas gingivalis (Pg) to pelliclecoated tecth is mediated to a large extent by
fimbrillin, a major fimbrial protein. Antigenic heterogeneity of major fimbrial proteins among Pg
strains was examined. Major fimbrial proteins were purified to homogeneity from Pg strains 2561,
A7A1-28,and 9-14K-1 which mmpmonudmo{ﬂmbrhlpoups ely defined by N-terminal
amino acid sequences of fimbrillin molecules. Polycl itibodies were raised against purified
fimbrial protein, and the 1gG antibodies were putiﬁed. Antigenic heterogeneity of different major
** fimbrial ins was ined by immunoblot analysis using IgG mdbodieawpunﬁedﬂm&mem

as mdgen:. dissociated fimbriae from 24 strains of Pg. Fimbrial proteins of strains with amino acids
V-G-D at positions 4 to 6 reacted strongly with antiserum to strain 2561 fimbriae (anti-2561) and
weakly with anti-A7A1-28. Strains which belong to fimbrial groups with the amino acid residuc E at
position 4, and N-A-Q at positions 4 to 6, reacted with anti-A7A1-28. In contrast, strains 9-14K-1 and
HG 564 which have N-terminal sequences distince from all other strains, and strains W50, W83, and
AJ'WS which are spnmly fimbriated, reactedonly with ant-9-14K-1. Ammmmm

smdy was supponed in part by USPHS Omm Nos DF.08240 DEU7034. DEM898 and DEO65 4.

Pathogen-refated odmabs (PROS) in lpfont:m ion,
556 c.w.J. AchAgFal G. RIVIEREZ, J, REDDY ,fl own,
HSU Orcgon, USA, SUDW Durban S
’mepmposeofth:s ig was to i ".' | plaque from the periodonti
population of Klipfontein for the p of PROS and Treponema denticola usin
mAbs.

Smears were made on microscope slides, fixed in methanot, blocked in 0.2% bovine
albumin, 20% sucrose and 20 mM Mgcl; in TRIS-saline, then incubated successively
mAb, blounylaled goat anti-mouse 1gG, streptavidin-alkaline phosph and finally, fast
red Spi were evaluated by 5
contrast/oil.

the 68 samples examined, of which 6 had T. denticola. No spirochaetes were observed i
20 of the samples, while 21 had spirochaetes unreactive to either of the mAbs used. Only
had T. denticola in the abseace of PROS. No relationship was observed betweeg

msstudywnmpponedbymeM'RC(SA)

Inflammatocy cells subsets and episodic attachment loas. J. SATTLER® and U. ZAPPA

557  (University of Zarich, School of Dental Modicins, Switzerland)
The purpose of the present uudy was to assess possible lati
b loss and i ldumﬁed cell populauanl in pmodonul lesmna in
humans, 20 systemically healthy adult pati periodontitis were
monitored during 10 months, At baseline ‘and every mon.th thereafter, probing attachment levels
were measured using a pressure sensitive probe. Corresponding contralateral sites were identified,
where 1 site had lost 2.5 mm or more attach within the previous month (P-site), and the other
site had not (NP-site). Biopsies were taken from these sites, processed and cut into 5 micron
sections. The total number of cells was determined on sections stained with Hematoxylin and Eosin,
Monocional antibodies were used to stain B-lymphocytes (CD 45 R), T-lymphocytes (UCHL 1),
macrophages (MAC 387) and Langerhans cells (S-100). Polyclonal antibodies were used to stain alt
leukocytes (LCA) and plasma cells (Ig A, D, E, G, M). Cell counts were performed in standard
areas at the apical portion of the junctional eplthelmm Wilcoxon signed rank tests were used to
assess differences between P and NP-sites. P-sites had statistically significantly more inflammatory
cells than NP-sites (p < 0.04). P-sites had also significantly more LCA cells (p = 0.01), MAC-
nnmngcells(p-OOJ) lgAceu: (p = 0.03) and Ig M cells (p = 0.04). High cell counts were
present in a gxemr area in P-mes as compared (o N‘P—mtes for total cells, MAC and Ig A<
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5 5 8 Effects of Periodontal Therapy on Local Immune Response.
J.W. KLEINFELDER®, D.E. LANGE, W. BOCKER. Dept. of Periodontology
and Institutse of Palhologv, University of Miinster, Germany

The host defence response-is to be changed after periodontal therapy what shouid hw
in 10 patients with advanced periodontal disease at the age of 45 to 55.

We assessed probing-depth {PD), attachment level (AL} as well as bleeding, gingiV
plaque indices. Both prior to therapy (group A) and 6 waeks after subgingival scalify
biopsies were performed at two lesions of 6 to 7 mm PD in order ta |dentify\
immunocompetent cells (CD 20, CD 30, CD 45, L1-antigen) and the i

and M by monoclonal antibodies using the APAAP-staining method. The cell density wng'
tissue sections was evaluated semiquantitatively (score 1 to 4). 6 weeks after an a
regimen with 1 g tetracycline for 14 days we again biopsized two lesions (group C) as
such that had obtained an additional scafing (D).

Mean PD of 6.3 mm, resp. AL of 7.5 mm revealed siterations of 1.1 (0.7) mm aft
of 1.7 {1.1) mm after antibiosis as well as of 2.7 (1.8) mm after combined therapy::l
inflammatory periodontal lasions (group A) considerable infiltrations of plasma cells (sc
and 4 with 74%) as well as of T-cells (47%) could ba seen which were reduced to 47
17% (C), and 16% (D), resp. to 24% (B), 17% (C), and 11% (D}. Ig-carrying cells wavel
in distinct conglomerations - score 2 and 3 with 44% (A), 10% (B), 18% (C}, and
wheraas only isolated B-cells and PMNs could be dstected: scors 2 and 3 with
12%. (B), ‘H% (C), and 5% (D). resp. H% {A), 18% (B), 0% (C), and 0% (D).
The clinical eff of periodt corr ds cleary with a reducti
the | cells, h . a slight infl y infiltration wiil always$
even in clinically haaithy sites.

Molecular Genetic Analysis of Papillon Lefevre Syndrome. TC HART, A STABHOLTZ®,
559 TE VAN DYKE, G BROACHA, L SHAPIRA, A 2ZLOTOGORSKY, A SOSKOLNE (Bowmari
Gray School of Med., NC, Hebraw Univ.-Had! h, israsl, and Dental Cntr., NY)

Papillon Lefevre syndrome (PLS) is characterized by palmar plantar keratosis {PPK) and ,
severe, early onset periodontitis affecting both deciduous and psrmanent dentitions. *
association of severe, sarly onset periodontitia has historically distinguished the Paplljnn"
Lefevre syndrome from other more common forms of PPK. It has been hypothesized that -
individuals with PLS may have the same gens mutation 8s found in other forms of PPK, but
have poviodontitla due to a secondavy mfacﬂon by speclfic penodomopath-c bacteria ( e.g.

R ly, several disord lving palmar plantar
keratosis have besen mapped to the two farnum of cytokeratin genes on chromosomas 12 and
17. To test the generality of thia finding, a linkage analysis was conducted between the
Papillon Lefevre syndrome phenotype and highly polymorphic microsatellite markers in the __
chromosomal region of the cytokeratin family of genes. Fifty-one individuals (including 12
individuala affected with PLS) from an extended kindrad segregating for the PLS raceved
dental and dermatological examinations to determine PLS status. Genomic DNA was
axtracted from white blood cells and each individual was genotyped for the keratin
gene markers KRST, D12S137 and THRA1 using PCR, electrophoresis and autoradiography.
Palrwise lod scores were calculated using the program Mendal. Results exclude linkage
batween the Papilion Lefevre syndroma and both the type | keratin gene cluster on " .
chromosome 17q and the type I} keratin gene cluster on chromosome 12q mﬁg_ﬁmm‘

g8 na ! NG 10 Ue gnag 2
mmmntlmﬂunm.m\nuhm.kumm_mmnmm Suoponed by DE10563

A case study of Papillon-Lefevre Syndrome: A treatment plan based on microbiological and:
serologrcal mvesigations R 1. MARSHALL, R P WIDMER, AC CAMERON A L" 2

560

Papillon-Lefevre Synd (PLS)is ch d by patmop) hyperk u\dmprcwbm
pmodmnnnﬁbcungunp:mnymdpmnmdenum PLSappmmbeuumnedmanwmmnﬂ
i gcue( ion) with 2 p oflAperuuﬂlonofcbepopumm
logical defect or bial profilc has been descnbed. In this study microbial and scrolo
assays were performed on a 3 year old PLS patient and ber non consanguineous parents. The mother bad
clinical and radiographic signs of rapidly progressing periodontitis, the father didn't Pooled subgingivl
phqmtmzphuwucukmfcrDNApmbemddumEUSAnduﬁfcaanqumuﬁcwonmd
x‘hm&mol'p\mvepawdotm includmg Porp:
and A bacills 7 ﬁ'unear.hfmlymcmbu’ Ind
mﬂmapuﬂdwmdammmpmodmdbmnmmedwdwdopw“umw bo
and specific IgG profiles for each patient. The microbial results indicated a sumilar prevaleace of
pathogeas for the mother and child but not the father. As well the total serum and 1gG profiles showed
remarkable agreement between the mother and child but not the father hlssuggeatedthaﬂwpempadww
m the PLS patient are ily denved. A plan has been d based on
mother with and antibrotic therap Faﬂednlﬂ.paﬂmvemmplumdmulwm“
six months prior to the cruption of the first permanent tecth, wlmanymnnmxpnmaryleﬂhwlub‘
removed. Further mucrobial and Wmmuwdmmemwpmmmwmpf
apathogmﬁ’eemhmth ini i is case shudy 1ndi
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