KXc—19

FEZMREDRERX FREARERNE) ARAREESE
k2 44 5 7 2 HIUE

HEREZES : 13901

ZEiER - A% ()

P HAR - 2009~2011

SEEEES - 21591459

MERESL (FIX) BREEREOREMBRBAICIVBALHNIZT HA TV ERMFASEBEORE
HZeERE4R (FE L) Study on regulatory mechanism of melanin synthesis clarified by
elucidation of molecular pathology on pigmentary disorders

MERERSE
EH S (Masaki Sawada)
ZEERKE - EFEIMERE - Bi%

HEEES : 80467315

WFFERR OMEEE (Fn30) -
(1) BMExHANE AR BEIEOR R L7 H8DHTHL ADART A BB (5 1% [FE LTz,

) BEFT —H_X—R2%ZFH L7 in silico TOFRIEE BT DREEEIT- 72,
(3) ADARL @ pl150 7 A ¥V 7 — LRFHRAIC ) v 7 7D b~ A% ER L, ADARL p150 isoform
—/— XA 72 D Z L BB S 2N Lz, £72, ADARL p150 isoform +/-DFR B & Mgt L7z,

WFFERRR ORE (30

(1)Eight novel mutations in ADARI which caused in Dyschromatosis symmetrica hereditaria
were identified.

(2)Novel substrate gene of ADAR1 was tried identifying in silico by using gene database.

(3) ADARI p150 isoform specific knockout mice were constructed and it was investigated
that the homozygous mice lead to embryonic lethality. Investigation of phenotype of the

heterozygous mice was done.
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