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Immunologic study of periodontal inflammation in Albino rabbits

Choong Gun Kim
Department of periodontology, Graduate School, Seoul National University

The present study was carried out to investigate whether experimentally induced hypersensitivity
was the mechanism capable of causing the periodontal destruction. Albino rabbits were sensitized
by intravenous injections of 5% horse serum. After confirming the response of the animals to the
production of antibody, challenge was performed at time intervals by inserting horse serum-soaked
thread into gingival crevice.

The control group was treated with thread soaked in sterilized saline. Antigen and saline-soaked
thread were also inserted into the crevices of unsensitized rabbits in the same manner.

The results obtained are summarized as follows :

1. Acute inflammatory changes were produced in the periodontium by once placement of antigen-
soaked thread in crevice of sensitized rabbits.

2. The severity of inflammatory changes was increased when challenge procedures were once every-
day for three days and three times a week for one month than single treatment in the experimetal
group.

3. Histologically, these changes included thrombosis of the vessels, infiltration of lymphocytes and
plasma cells in the connective tissue and ulceration of crevicular epithelium.

4. In the alveolar bone, osteoclasts were increased markedly in experimental group of sensitized
rabbits.

5. Slightly inflammatory changes were occured in control group and unsensitized rabbits, but hardly

absenced osteoclasts and thrombosis.

Effects of Diphenylhydantoin on salivary gland and liver tissue in
experimental dogs

Dong Sun Moon, Jae Hyun Lee, Jong Eun Kim
Department of Periodontology, College of Dentistry, Seoul National University.

The purpose of the present experiment is to clarify the effects of the diphenylhydantoin on salivary
gland and liver tissue. Twelve young adult dogs of about 6 month old with permanent dentition
were used as experimental animals. Those animals divided into four groups : Group I Control
group : Group II Local irritation group;Group Il Dilantin administered plus local irritation;and Group
IV Dilantin administered group. Dilantin was given orally with daily dosage of 7mg per kilogram
of the body weight. Those animals were sacrificed at intervals of 37, 44, and 50 days and fixed
in 10% neutro-formalin solution.
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The tissue was prepared in serial section and staining process was made with Hematoxylin-eosin,

Vangieson, R.N. A, and P.A.S. staining. The results obtained are summarized as follows :

1. The histologic features of salivary gland and liver tissue showed no difference between the control
and the local irritation group.

2. Severe inflammatory changes were occured with inflammatory cell infiltration such as plasma
cells, lymphocytes, and macrophages, necrosis and loss of lobular structure. Inflammatory signs
were severe on 50days compared with 37 and 44 days.

3. No inflammatory changes were occured in the dilantin administered group and Dilantin administe-
red plus local irritation group, however, fibrous degeneration and atrophy of the salivary glands
were shown in above groups. Fibrous degeneration and atrophy of the salivary glands were severe
on the 50th day compared with 37th and 44th day.

4. Generally the histologic signs were severe in the dilantin administered plus local irritation group
than in the dilantin administered group.

immunopathological studies on the inflamed gingival tissues

Sang Mook Choi
Department of Periodontology, College of Dentistry, Seoul National University

Recently it has been suggested that the antigenic factor by oral bacteria resident in the gingival
pocket is responsible for the hypersensitivity which causes periodontal diseases. The present research
attempts to prove the localization of immunoglobulins in the human inflamed gingiva by using a
fluorescence antibody technique. Out of cases the human inflamed gingiva were excised from periodon-
tal patients and applied fluorescent antibody technique for the dectection of the localization of immuno-
globulins. The tissue obtained were immediately put into 95% cold ethanol and passed through cold
absolute alcohol and xylene. The principal technique employed in these studies was Sainte-Marie’s
method. Paraffin embedding and sectioning were also performed with the same method.

The results are as follows :

1. There were no significant relationships of the localization of immunoglobulins in epithelial layer
between normal and inflamed gingiva, but in connective tissues, there were relationship between
gingival inflammation and the localization of immunoglobulins.

2. The distribution of intense specific fluorescence of immunoglobulin in epithelial layer was classified
as 3 types:
a. localized in basal cell layer
b. all of the epithelial layer especially in intercellular spaces
c. at randomly in prickle cell layer

3. The bundles of the connective tissue fibers reacted intensely.
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