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The cAMP elevation and CREB activation stimulates DNA repair capacity in skin and ne
uronal cells.

Kobayashi, Nobuhiko
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A basic research was performed to develop a novel method in preventing sun-indu
ced skin cancers and melanomas, and progressive neurological disease in xeroderma pigmentosum (XP) patient
s using agents that can stimulate DNA repair capacity through the elevation of cellular cAMP level and CRE
B activity. Our results suggested that DBCAMP can stimulate DNA repair capacity in neuroblastoma cells.

Cyclopurines are candidates to be involved with XP neurological disease. Thus, we established a novel m
onoclonal antibody specific for a type of cyclopurine, cyclo-dA, in order to determine whether DBCAMP can
also stimulate repair capacity for cyclopurines.
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