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The aim of this study was to clarify the mechanism of carcinogenesis in KID (Kerat

itis-ichthyosis-defness) syndrome by model mouse. The model mouse expressed mutated Connexin 26(Cx26) gene

in the epidermis. The mutation was from a patient with KID syndrome with skin cancer. Some of the mice ha
d unusual phenotype, but none of them had progressed skin cancer before they died. We irradiated UVB on th
e mice. Although no skin cancer was induced by UVB irradiation, the irradiated skin developed ulceration a
nd persisted for several months. Some of the mice had multiple abscess, indicating the complication of imm
unodeficiency. Although the T cell function seemed normal, some immunodeficiency can be associated with ca
rcinogenesis.
We transfected the mutated gene to the HaCaT cells, and irradiated UVB. The cell death by UVB irradiation
was decreased by the gene transfection. This result suggested that mutated Cx26 gene can be related to the
UV associated carcinogenesis.
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