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Immunochistochemical Study on the Expression of Mutated p53 Protein and Bel-2
Protein in Melanocytic Lesions of Skin

Wha Jin Lee, M.D., Joon Hyuk Choi, M.D. and Won Hee Choi, M.D.

Department of Pathology, College of Medicine, Youngnam University

To investigate the immunohistochemical expression of mutated p53 protein and bel-2 protein
in the cutaneous melanocytic lesion, 15 cases of compound nevus, 10 cases of congenital mela-
nocytic nevus, 15 cases of primary malignant melanoma(4 cases less than 1.5 mm thick and
11 cases more than 1.5 mm thick), and 10 cases of metastatic malignant melanoma(7 cases in
lymph node and 3 cases in soft rissue) were examined. All cases of compound nevi and of
congenital melanocytic nevi showed no immunoreactivity for pS3 protein, p53 protein over-
expression was observed in 75%(3/4) wth primary malignant melanoma less than 1.5 mm thick,
81%(9/11) with primary malignant melanoma more than 1.5 mm thick, and 100%(10/10) with
metastatic malignant melanoma, The difference in p53 protein overexpression was statistically
significant between benign nevi and malignant melanoma(p<0.01). Bel-2 protein expression was
observed in 73%(11/15) with compound nevus, 70%(7/10) with congenital melanocytic nevus,
75% (3/4) in primary malignant melanoma less than 1.5 mm thick, 54%(6/11) with primary
malignant melanoma more than 1.5 mm thick, and 40%(4/10) with metastatic malignant mela-
noma. These findings suggested that mutation of p53 gene may be an important mechanism in
the development of malignant melanoma. Although bel-2 protein was expressed in cutaneous
melanocytic lesion, no correlation was found between p53 protein and bel-2 protein expression
in malignant melanoma. (Korean J Pathol 1997; 31: 112~ 120)
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Table 1. Expression of p53 protein in cutaneous melano-

cytic lesions
Lesions No. of No. E.'f.
CASCS p33 positive
Compound nevus 15 o 0%)
10 N 0%)
Congenital melanocytic nevus
Malignant melanoma
Primary
< 1.5 mm 4 N T3%)
> 1.5 mm 11 O BI%)
Metastatic
Lymph node 7 T{100%)
Soft tissue 3 J(100%)




Fig.

Fig. 2. Malignani melanoma more than 1.5 1o thick, The talignand cells meves] positive reaction for p53 protein.
Fig. 3. Compouncd nevas, The nevos oells reveal positive meaction for bel-2 procein.
Fig. 4. Metasmatic malignant melanoma in soft tissue. The malignant cclls reveal peositive reaction for bel-2 protein.
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Table 3. Comparison of p53 and bel-2 protein expression in cutancous melanocytic lesions

P53 positive P33 negative
Lesion Mo. of cases
bcl-2+ bcl-2- bel-2+ bel-2-

Compound nevus 15 Of 0%) o 0%) 11(73%) 4(27%)
Congenital nevus 10 0 0%) o 0%) T(70%) 330%)
Malignant melanoma
Primary .

< 1.5 mm 4 I(T5%) o 0%) 1{(25%) 0 0%

> 1.5 mm 11 5(46%) 4(36%) I 9%) I 9%)
Metastatic :

Lymph node 7 2(29%) S5(T1%) N O%) o 0%

Soft tissue i 2{67%) 1(33%) N 0%) O 0%)
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