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Tab 1 The DNA content of three types of
melanocytic nevi and MM
No. of cases DNA(T 4 s)
AN 11 12.30%1.62
CSN 14 17.33£1.78
CGN 8 19.67+0. 95
MM 12 30.0413. 00

Footnote: There are significant differences a-

mong all of groups
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Fig The histogram of DNA distribution pattern of MM and three of types of melanocytic nevi
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Tab 2 The ultrastructural features of MM and three types of melanocytic nevi

Nucleoli
Nuclei dia  (gm) & —o——
No. Dia (pm)

Psudoinclusion

Aberant melanososme Lamina densa

MM 8§~10 1~2 2~3
CGN 5~17 0~1 1~2
CSN 5~6 0~1 0.5~1
AN 4~5 0~1 0.5~1

+ H +
+ + +
H + 3
+ — H

Footnote : junctional nevi were not included
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Abstract There are controversies concerning whether congential small nevus (CSN) is li-
ablé to undergo malignant degeneration and whether it should be resected promptly. The signif-
icane of CSN in the pathogenesis of malignant melanoma (MM) was assessed with microspec-
trophotometric determination of DNA quantity, the detection of the gene product of N-ras, p21
protein, with ABC technique, ultrastructural study of MM tissue with electron microscopy,
and analysis of clinical data of MM. The findings were as follows; (1) The DNA content in-
creased sequentially in order of acquired nevus (AN), CSN, congenital giant nevus (CGN) and
MM, and the difference was statistically significant among the 4 groups ( P <0. 05). (2) p21
protein was expressed in 26/48 of MM, 4/13 of CGN, 2/13 of CSN and 0/15 of AN. (3) Aber-
rant melanosomes were found in 15/18 of MM, 1/4 of CGN, 3/15 of CSN and 0/9 of AN
(junctional nevus not included) under electron microscopy. (4) Fifty-four cases of MM were
collected after a survey of the clinical materials. Among the 54 cases, 6 were originated CSN
(11.11%) but none from CGN or AN. These facts suggest that CSN is more liable to undergo
malignant degeneration than AN and support the traditional concept that CSN is the precursor
of MM.
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