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Immunohistochemical study of p53 and mdm-2 in Squamous Cell
Carcinoma and Leukoplakia of Head and Neck.

Yong Joo Kim, M.D., Hwan Woo Jung, M.D.
Chan Seung Hwang, M.D., Hoon Shik Yang, M.D.

Department of Otolaryngology-HNS, College of Medicine,
Chung-Ang University, Seoul, Korea

The mutation of p53 is the most common genetic alteration found in human cancers and has
oncogenic properties. mdm-2 is a recently discoverd that controls the p53 activity by binding of its
protein, so negative feedback loop has been suggested in which p53 induces mdm-2 expression.

The purpose of this study was to analyze the expression of p53 in leukoplakias, mdm-2 in
squamous cell carcinomas, and relationship between p53 and mdm-2 expression in leukoplakias and
squamous cell carcinomas.

The results were as follows :

1) The p53 was expressed 33.4% in leukoplakias.

2) The mdm-2 was expressed 8.3% in leukoplakias and 22.7% in squamous cell carcinomas.

3) The expression rate of pb3 was higher in specimens negative for mdm-2 than in specimens
positive for mdm-2, but there was not significant relationship between p53 and mdm-2 expression.

In conclusion pb3 was thought to participate in early phase of oncogenesis, and mdm-2 was
thought to have a role as a oncogene in squamous cell carcinoma of head and neck. Though there
was not significant relationship between p53 and mdm-2 expression, mdm-2 was thought to inhibit
pb3 activity.
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Fig. 1. Immunohistochemical staining for pb3
in mild dysplasia(LSAB method, X100).
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Fig. 3. Immunohistochemical staining for mdm-2
in mild dysplasial LSAB method, X200).
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Fig. 2. Immunohistochemical staining for p53 in
squamous cell carcinoma(LSAB method, x200).
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Fig. 4. Immunohistochemical staining for mdm-2 in
squarmous cell carcinomal LSAB method, X400).
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Table 1. Positive expression rate of pb3 and
mdm-~2 in leukoplakia and squamous cell car-
cinoma of head and neck.

Leukoplakia  Squamous cell ca
p53 33.4%(4/12) 45%(10/22)
mdm-2 8.3%(1/12) 22.7%(5/22)

Table 2. Positive expression rate p53 and mdm-
2 according to cellular degree of leukoplakia.

p53 mdm-2
Hyperkeratosis 50%6(2/4)
Mild lasi 25%(1/4)
dysplasia ° 100%(1/1)
Moderate dysplasia  25%(1/4)
Severe dysplasia 0%(0/4)

Table 3. Relationship between mdm-2 and p53
in leukoplakia and squamous cell carcinoma of
head and neck.

mdm-2(+) mdm-2(-)
po3(+) 1(16.6%) 13(46.7%6)
po3(-) 5(83.4%) 15(53.3%)

(P>0.05)
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