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Table 1. Leukoplakia without malignant transformation

age sex site follow up(Mo) Dysplasia p53 p63
53 M Buccal Mucosa 46 mild - +
78 F Mx. Gingiva 27 mild + +
31 F Mx. Gingiva 47 mild - -
65 F Mn. Gingiva 74 mild - -
70 F Buccal Mucosa 47 mild - -
68 M Tongue 31 mild + +
67 M Buccal Mucosa 24 mild + -
60 M Buccal Mucosa 49 mild - +
65 M Tongue 50 mild - -
60 M Tongue 47 no + -
75 M Tongue 26 no + -
48 M Buccal Mucosa 39 no - +
23 M Mn. Gingiva 34 no + -
37 F Tongue 28 no - -
50 F Buccal Mucosa 30 no - +
60 F Buccal Mucosa 39 no - -
48 F Buccal Mucosa 52 no - -
67 M Mx. Gingiva 35 no - +
30 M Palate 30 no - +
75 F Palate 29 no - -
65 M Mn. Gingiva 47 no - +

Mx: maxilla Mn: mandible M: male F: female Mo: month
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Table 2. Leukoplakia with malignant transformation

age sex site periodMo) LK CA p53 p63
dysplasia grade LK CA LK CA

5 M Tongue 1 mild mod-well + + + +
62 F Mn. Gingiva 16 mild mod-well + + + +
51 M Tongue 49 mild mod-well - -+ o+
61 M Tongue 17 mild-mod micro + -+ o+
75 F Tongue 2 mod micro - - -+
64 F Floor of mouth 14 mod mod-poor - -+ o+
75 M Tongue 1 mod-sev  micro - - - -

LK : leukoplakia CA : carcinoma

mod : moderate sev : severe micro : microinvasion

Table 3. Leukoplakia according to epithelial dysplasia

Dysplasia
hyperplasia mild moderate severe
LK without MT 12 9 0 0
LK with MT 0 3 3 1
Total 12 12 3 2

LK : leukoplakia MT : malignant transformation
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Table 4. p53 expression according to epithelial dysplasia

Dysplasia
hyperplasia ~ mild moderate severe total
LK without MT 3/12 3/9 0 0 6/21(29%)
LK with MT 0 2/3 1/3 0/1 3/7(43%)
Total 3/12 5/12 1/3 0/1 9/28(32%)
LK : leukoplakia ~MT : malignant transformation (p=0.65)

Table 5. p63 expression according to epithelial dysplasia

Dysplasia
hyperplasia ~ mild  moderate severe total
LK without MT ~ 5/12 4/9 0 0 9/21(42%)
LK with MT 0 3/3 2/3 0/1 5/7(71%)
Total 5/12 7/12 2/3 0/1  14/28(50%)
LK : leukoplakia MT : malignant transformation (p=0.38)
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Explanation for figures

Fig.
Fig.
Fig.
Fig.

Fig.
Fig.

Fig.

Fig.

Fig.

Fig.

Fig.

Fig.

1-a
1-b
1-c
1-d

2-a
2-b

3-a

3-d

The normal oral mucosa (H-E x40)
Leukoplakia without malignant transformation (H-E x40)
Leukoplakia transformed to squamous cell carcinoma(H-E x40)

Squamous cell carcinoma (H-E x100)

p53 was not found in the normal oral mucosa (p53 x40)

p53 was found in the basal and parabasal layers of the
leukoplakia without malignant transformation (p53 *40)

p53 was found in the basal and parabasal layers of the
leukoplakia transformed to squamous cell carcinoma(p53 x40)

p53 was strongly expressed in squamous cell carcinoma(p53%100)

p63 was found in the basal and parabasal layers of the
normal oral mucosa (p63 x100)

p63 was found in the basal and parabasal layers of the
leukoplakia without malignant transformation (p63 *100)

p63 was found in toward the middle portion from the basal
layers of the leukoplakia transformed to squamous cell
carcinoma (p63 *100)

p63 was strongly expressed in squamous cell carcinoma (p63 X

400)
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Fig 1-a Normal mucosa Fig 1-b Leukoplakia without malignant
transformation

Fig 1-c Leukoplakia with malignant Fig 1-d Squamous cell carcinoma
transformation

Fig 1. H-E stain in oral leukoplakia
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Fig 2-a Normal mucosa Fig 2-b Leukoplakia without malignant
transformation

Fig 2-c Leukoplakia with malignant Fig 2-d Squamous cell carcinoma
transformation

Fig 2 p53 expression in oral leukoplakia
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Fig 3-a Normal mucosa Fig 3-b Leukoplakia without malignant
transformation

Fig 3-c Leukoplakia with malignant Fig 3-d Squamous cell carcinoma
transformation

Fig 3 p63 expression in oral leukoplakia
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ABSTRACTS

The analysis of p53 and p63 expression for the risk
assessment of malignant transformation in oral precancerous

lesions

Jinha Whang DDS
Department of Dental Science, The Graduate School, Yonsei University

(Directed by Professor Jin Kim DDS, Ph.D)

The oral precancerous lesions have been considered as a target tissue
for the early detection and chemoprevention study. The risk of
malignant transformation in oral premalignant lesions should be
accurately evaluated and properly treated to prevent from cancer
development. Accordingly, the risk assessment and monitoring of
chemoprevention effect are critically important to reduce cancer
incidence. Epithelial dysplasia has been considered as a reliable
histological hallmark to define premalignant lesions. But the subjectivity
of evaluating the degree of epithelial dysplasia and the fact that the
degree of epithelial dysplasia may not directly correlate to the rate of

malignant transformation, require more reliable biomarkers to represent
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their biologic behavior.

This study aimed to evaluate the wusefulness of p53 and p63
expression as biomarkers for the risk assessment to malignant
transformation in leukoplakia. This study used 21 cases of oral
leukoplakia without malignant transformation and 7 cases with
malignant transformation during more than 2 years follow-up period
which were examined at the Department of Oral Pathology, Yonsei
University College of Dentistry. Six cases of normal mucosa were used
as a control. Monoclonal p53 and p63 antibodies were applied for
immunohistochemical study.

The results were as follows:

1. p53 expression was shown in 6 of 21 cases(29%) of the
leukoplakia without malignant transformation, and in 3 of 7 cases(43%)
of the leukoplakia transformed to squamous cell carcinoma. Normal oral

mucosa showed no detectable p53 expression.

2. p63 expression was detected in 9 of 21 cases(42%) of the
leukoplakia without malignant transformation, and 5 of 7 cases(71%) of
the leukoplakia transformed to squamous cell carcinoma. In normal
mucosa 2 of 6 cases(33%) showed p63 expression in basal and parabasal

layer.

3. Malignant transformation occurred in 7 out of 16 cases(43%) of the
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leukoplakia with epithelial dysplasia, 3 out of 12 cases(25%) of mild
epithelial dysplasia and all of moderate to severe epithelial dysplasia

were transformed to squamous cell carcinoma.

These results suggest that p53 and p63 expression requires more
intensive further study based on the longer period of follow-up and the
larger scale-examination for the verification of the usefulness as a
predictable biomarker assessing the risk of malignant transformation in

oral precancerous lesions.

key words: p53, p63, leukoplakia, malignant transformation,

biomarker, epithelial dysplasia
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