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PR OMEE (F130) - KU 7 A4 I U ROERERFEHREICE LT, NF-YA, FUS/TLS %
DEERAE ST ERERN T ORE~OEGIZONWT, ZhHDHFD /) v 7T 7 h~7 A%
WTHH, FBEREOFTHLEMOELE5 & Z 9, sodium channel beta4 subunit (2
OWTHLHTZIHER LIZ ) v 7 T 0 h~T 2% HWTEDORIE~DEEL AT L, 725
ik, WE~DOE L ZFE LT,

e R oM (F L) : To investigate the pathological process of transcriptional
abnormality in polyglutamine diseases, we examined the knockout mice of NF-YA and
FUS/TLS, which are polyglutamine aggregates-interacting proteins, and the knockout
mouse of sodium channel beta4 subunit, which is early downregulated gene in Huntington
disease. We found unique pathology in those mice, which may relate to polyglutamine
disease pathology.
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5T 5 (Sequestration i), Shimohata
5 1% TAFII130 23454 L. CREB (K7 1HEHAE:
NEE I NS & #E L(Shimohata et al. Nat
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CBP,Spl, TAFII130 DiE&IC L BB FEE
Z ¥ & L 7= (Nucifora et al. Science 2001,
Dunah et al Science 2002), —J7 2115 DR
HDt%, E AL TBP,CBP,SP1 7 ¥ DirE
N1 2 SE2n e ) #HiE(Yu et al
Hum Mol Genet2002)<>, CBP O#E& 13 L 0
A F w7 ThHDEV D HE(Stenoien et
al Nat Cell Biol2002)28 . 51, & 512 CRE
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L TWB LD #iE(Obrietan K et al: J
Neurosci 2000)HH 0 . FENEL TWD,
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MRE N1 L 3R 72 2GR OMF OFE
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