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Abstract

Cutaneous Ma[ynat Melanoma:Molecular Genetics, Gene Therapy
and Its Perspective

M.R. Noori _ Daloii 1, M. 5—[as.seini2

‘Melamoma is a malignancy which originates from melanocytes (th pigment - producing
cells in skin). It is one of the most important and frequent cancers which in recent years, is
incressing rapidly in occurrence. Enviromnental factors, particularly sun exposure, have
been strongly inplicated in Melanoma risks. There is a close relationship between the race
and the colour of the skin with the ossurrence of Melanoma (i.e. white - skinned people
have 40 times more chance to Melanoma than the dark-skinned people).

In this regard, countries including Australia, Scandinavia, (U.S.A) California and
Hawaiian islands are considered as the most prevalent regions of Melanoma, while in Asia
and Africa, there is less prevaléncy of this disease.

More than 8 to 12% of malignant Melanoma cases occur in individuals who have more

- genetic predisposition to this disease.

Accumulated evidence points to a set of genetic change which underline the evolution
from melanocytes to metastatic Melamoma. The most commonly observed abnormality in
Melanoma is the loss of hetrozygosity (LOH) and homozygous deletion at 9P21. Studies
also identified 9P21 as the site of tumorsuppressor genes involved in Melanoma

_ susceptibility. For example, one of these genes encodes a negative growth regulato, P16, the

expression of which causes cell cycle arrest. P16 is part of a growth control pathway that
involves cycline- dependent kinases, cyclines, and the retinoblastoma gene product Rb. The
identification of genes involved in melanoma raises the possibility of gene - based tests for
cancer prediction predisposition and for the calssification of tumors. P16, as the primary
genetic element, is an interesting case study in genetic testing. In this article, the most
significant achievements of researchers, according to a large number of new, current
resources, specially in the area of melecular genetics of Melanoma cancer, have been

~ briefly discussed, emphasizing the genetical identifications, gene therapy as well as its

perspectives and achievements.
Key words: Malignant Melanoma; Cell cycle; Molecular genetics; Genetic diagnosis;
Gene therapy
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