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HISTOPATHOLOGICIAL STUDY ON TEETH, JAWBONE, AND
ORAL TISSUES IN POISONED RABBIT.

*Chong Youl Kim, *Chang Lyuk Yoon, *Kyoung Whan Kwak
**Young Suk Lee, **Young Bo Lec.

*Department of Oral Diagnosis, College of Dentistry, Yon-Ser University, Seoul, Korea.
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— Abstract—

The authors administered KCN, NaF, As,O, orally to rabbits and caused acute and chronic poisoning,
then studied the teeth, jaw bones, and other oral tissues histopathologically and histochemically.

The results were as follows,

There was no significant difference between acute poisoned group by NaF and control group. But,
vasodilatation in the connective tissues, esepcially marginal area of jaw bone, atrophy and destruction
of glandular cells was observed.

2. Chronic poisoned group by NaF showed degeneration and thickening of subcutanec " MY ective
tissues, atrophy and degeneration of subcutaneous connective tissues, atrophy and degeneration of
muscle fibers, vasodilatation and hyperemia, fat accumulation in bone cavities (lacunae), and
degeneration of odontoblasts in pulp tissue.

3. Acute poisoned group by KCN showed almost similar appearances as control group, and chronic
poisoned group showed hyperplasia of basal layer in epithelium, degeneration of subcutaneous connec-
tive tissues, vasodilatation and hyperemia, severe hemorrhage of marginal area of jaw bone,
hyperplasia of salivary gland ducts, but normal arrangement of muscle fihers and narrow bone carity
(lacunae) due to active osteablastic action, osteodentin were observed.

4. Acute poisoned group by As,O, showed degeneration of basal cell, atrophy of blood vessels in palatal
muscosa. Chronic poisoned group showed irregular cell arrangement and degeneration, reduction of
capillaries in palatal mucosa. Osteoclasts in jaw bone were observed.

5. In Masson’s Trichrome and Van Gieson Staining, chronic poisoned group by NaF showed thickening

and loosening of subcutaneous connective tissues. Hyperplasia of intermuscular connective tissue was

observed in chronic poisoning by KCN and NaF. In PAS staining, negative reaction in outer layer of

palatalmucosa, positive reaction in keratin layer and mild reaction of basal layer in palate and tongue
mucosa was observed.



Fig.

Fig.

Fig.

Fig.

Fig.

Fig.

Explanation of Figures

. Photomicrograph of jaw bone in chronic

intoxication of NaF shows dilation and
hyperemia of blood vessels in marginal por-
tion, fat accumulation in bone cavities
(lacunae) and growth,

. Photomicrograph of jaw bone in chronic

intoxication of NaF shows active

osteoblastic activities.

. Photomicrograph of tongue in chronic in-

toxicationof NaF shows degeneration and
thickening of subcutaneous connective
tissue, fat accumulation in intermuscular
tissues, atrophy and disarrangement of
muscles,

. Photomicrograph of palate in chronic in-

toxication of NaF shows thickening of
blood vessels.

. Photomicrograph of palate in chronic in-

toxication of NaF shows degeneration of

connective tissues

thickening of
parakeratin layers.

. Photomicrograph of palate in chronic in-

toxication of NaF shows negative reaction
of basal cells and positive reaction of
keratin layers to PAS stain.

. Photomicrograph of jaw bone in chronic

intoxication of KCN shows incremental
line and formation of osteodentin in pulp

cavities.

Fig.

Fig.

Fig.

Fig.

Fig.
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10.

11.

12.

Photomicrograph of jaw bone in chronic
intoxication of KCN shows narrowing of
bone cavities (lacunae) and degeneration
of osteoblastic cells.

. Photomicrograph of tongue in chronic in-

toxication of KCN shows irregular enlarge-

ment of basal layers of epithelium,
hemosiderin pigmentation due to hemor-
rhages, dilation and hyperemia of blood
vessels in muscles and comparatively nor-
mal running of muscles.
Photomicrograph of palate in chronic in-
toxication of KCN shows dilation of
salivary gland ducts, aplasia of portions
of epithelia, degeneration of blood vessel
walls and hyperemia of blood vessels.
Photomicrograph of buccal mucosa in
chronic intoxication of KCN shows
degeneration of subcutaneous connective
tissue, hyperemia of subcutaneous
capillary blood vessels and enlargement
of basal layers of epithelium.
Photomicrograph. of buccal mucosa in
intoxication of KCN

hyaluronic degeneration of connective

chronic shows
tissues in grandular cells, increase in
numbers of ducts, hemorrhagic ap-

pearance in salivary grandular cells.
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