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Leukoplakia . is defined as a white patch of Smm. or more size on the mucous
membrane of the mouth which can not be scraped off and which can not be
attributed to any other diagnosable disease, such as white sponge nevus, nicotine
stomatitis, lichen planus, moniliasis, Fordyce’s condition, chemical - burns,
syphilitic mucous patches, etc.

It has been said that oral leukoplakia should be important in the carcinogenic
process in view of the potentially precancerous charateristics.

The present study was undertaken to study the histopathologic features of
leukoplakia and histochemical characteristics of keratinous and parakeratinous
layer.

The material used in this - study consistfd of 21 biopsied tissues that were
submitted to the Department of Oral Pathology, Seoul National University, College
of Dentistry, and the Department of Pathology, Seoul National University Hospital
of Medicine. The criteria which this study has adopted for the histopathological
classification of leukoplakia are those recommended by Shafer”)

The following results were obtained.

1. The age distribution ot oral leukoplakia showed the highest frequency in
the decade of sixth (6 cases) and also considerably high frequency in the
decade of fifth (5 cases).

2. The sex ratio of male and female was 3.2 : 1.

3. The site distribution of oral leukoplakia showed the highest frequency at
buccal mucosa (15 cases).

4. Histopathologic review showed that parakeratosis associated with acanthosis
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was the change most frequently seen. Four cases were diagnosed as atypia
which were all accompanied parakeratosis, and carcinoma in situ was
seen in 1 case.

5. Several histochemical differences between the hyperkeratotic and parakerat-
otic lesions were noted; hyperkeratotic lesions were characterized by an
increase in disulfides and a diminution in sulfhydryls and glycogen which
did not occur in parakeratotic lesions.
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Table 1. Occurrence of oral leukoplakia by age .

and sex.
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{
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- ” Table 2. Sites of oral leukoplakia
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Table 3. Histologic interperetation of oral leukoplakia

Incidence ] Male Female Total
Histologic Changes Seh.* |Auth.*#| sch. | Auth. | Sch. | Auth.

Hyperorthokeratosis without acanthosis 57 1 30 0 87 1

Hyperparakeratosis without acanthosis 10 3 8 0 18 3

Acanthosis only 5 3 1 ] 6 4

Hyperorthokeratosis with acanthosis 59 3 26 0 85 3

Hyperparakeratosis with acanthosis 71 5 34 2 105 7

Focal atypia 18 2 8 2 26 4

Carcinoma in situ 5 1 1 0 6 1

Leukoedema 16 1 4 0 30 1

Connective tissue inflammation 12 5 17

* Sch: Shafer, W.G., and Waldron, C.A. Reference No. 30.
** Auth: Author.
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Fig. 1. Photomicrograph shbwing severe hyperkeratosis,

mild acanthosis. H-E, x100

Fig. I. Ph'dtomicrograph showing
H-E, x100

-

prominent keratohyaline layer and

i

severe hyperparakeratosis, marked acanthosis.

Fig. I1. Microphotograph illustrating leukoedema. H-E, %100 C -

Fig. . High power view of carcinoma in’situ,

demonstrating pleomorphic, hyperchromatic

atypical cells with mitotic figures. H-E, x400

Fig. V. Photomicrograph showing more marked reaction of
PAS than kerationous layer (left). PAS stamn, x100

parakeratinous layer (right) to

. Fig. v[. Microphotqgraph showing more inténsive reaction of keratinous layer (right) to S-S
as compared with parakeratinous layer (left). S-S stain, X100
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