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The development of new non-invasive therapeutic strategy of dyschromatosis
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Dyschromatosis symmetrica hereditaria (DSH) is a hereditary pigmentary disorder
caused by heterozygous mutations in ADAR1 encoding an RNA editing enzyme. The elucidation of pathogenesis
and establishment of definitive therapy of DSH have still remained.

This study aimed for development of a novel topical treatment for DSH. At first, we planed identification
of candidate compounds which upregulate the RNA editing activity by the drug library screening and, in
addition, planed establishment of DSH model mice for evaluation of efficacy of the candidate drugs.

We could not identify a novel agent to up-regulate RNA editing activity within the present stud¥ period.
Furthermore, we tried to develop a gene modification mouse, but the mouse mimicking the clinica
manifestations of the human DSH was not established. Within the present study period, we also performed
the genetic diagnosis of several DSH patients and contributed to their final diagnoses.
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