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Microphotograph 1.

Microphotograph 2.

Microphotograph 3.
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Microphotograph 6.
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Hematoxylin—eosin stain of non—inflammatory hyperplastic gingival tissue
(magnification: X40)
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Masson’s trichrome stain of non-—inflammatory hyperplastic gingival tissue
(magnification: X40)
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Immunoreactivity of PCNA in non—inflammatory hyperplastic gingival tissue
(magnification: X200)
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High power view of the area in rectangle of microphotograph 3.
(magnification: X1,000)
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Immunostain of tenascin in non-inflammatory hyperplastic gingival tissue
(magnification: X100)
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High power view of the area in rectangle of microphotograph 5.

(magnification: X400)
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Microphotograph 7. Immunostain of collagen type IV in non—inflammatory hyperplastic gingival
tissue(magnification: X200)
F Udd AHEZIE RLeolv A2A¥e A% Y AAYE o 44
o2 FgEE nojx gk

Microphotograph 8. High power view of collagen type IV along the basement membrane of
gingival epithelium(EP) (CT:Connective Tissue, magnification: X1,000)
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Microphotograph 9. High power view of collagen type IV along the basement membrane of
blood vessels(BV) (magnification: X1,000)
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— Abstract—

AN IMMUNOHISTOCHEMICAL STUDY ON THE CELLULAR CHANGE IN
EPITHELIUM AND SUBEPITHELIAL TISSUE OF NON-INFLAMMATORY
GINGIVAL HYPERPLASIA

Yeoung-Wook Choi, Kyung-Yoon Han
Dept. of Periodontology, College of Dentistry, Chosun University

The gingival hyperplasia refers to an increase in the size of the gingival tissue produced by
an increase in the number of its component cells.

In order to investigate the cellular change in epithelium and subepithelial tissue of non—
inflammatory gingival hyperplasia, the gingival tissues were surgically obtained from the patients
with dilantin gingival hyperplasia and idiopathic gingival hyperplasia.

The excised tissue samples were fixed in neutral formalin for 6—24 hours, embedded with
paraffin, sectioned at 4—6um in thickness, mounted on glass slides coated with 3—
aminopropyltriethoxysilane(Sigma Chemical Co., St. Louis, MO, U.S.A.) and immunocytochemically
processed by Avidin—Biotin peroxidase complex method for detecting proliferating cell nuclear
antigen, tenascin and collagen type IV.

Monoclonal mouse anti—human PCNA antibody(Oncogene Science, Uniondale, NY, US.A., 1:
250,000), monoclonal mouse anti—human tenascin antibody(Chemicon—International Inc.,
Temecula, CA, US.A., 1:5,000), and monoclonal mouse anti—human collagen type IV(Dakopatts,
Glostrup, Denmark, 1:50) were used as primary antibodies.

The results were as follows:

1. In non—inflammatory gingival hyperplasia, the positive reaction to proliferating cell nuclear
antigen was localized in the basal cell layer of gingival epithelium and well ~developed rete pegs.

2. The positive reaction to tenascin was shown in the connective tissue subjacent to basament
membrane of gingival tissue, and especially strong positive reaction was noted in the tip portion
of connective tissue projections.

3. The positive reaction to collagen type IV was localized along the basement membranes of
gingival epithelium and blood vessels.

The results suggest that connective tissue enlargement may affect the proliferation of gingival
epithelium.
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