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Molecular carcinogenesis of the skin for development of novel therapy

Yoshiaki Kubo

Department of Dermatology, Institute of Health Biosciences, the University of Tokushima Graduate School, Tokushima, Japan

SUMMARY

Skin cancers are considered to develop through accumulations of genetic and/or epigenetic

events in normal cells of the skin.

squamous cell carcinoma and melanoma.

Among them, we focus on common skin cancers, including

Many important molecules have been found to be in-

volved in molecular carcinogenesis of these disorders, and some drugs targeting those molecules

have been already developed. We review the updates on molecular carcinogenesis with our cur-

rent works.
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