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MFZER R OBEE (Fis0) : BAA b L RFRZEIT % HSF1 OIEHEALEEZ B 52T 572912,
HSF1ICHEBT 22 NV EEfIT L, ZDRRY /37 ED 1 D> Th HHEER 1 ATF1 12D
WTCHRIT 24T - 72, ~ v AR VTR SEMIE (MEF) 2 W<, ATF1 7 7 2 U —REO T ATF1
& CREM @/ v 7 B0y, BA KL RAIZ X D HSP70 #HE O, K ONEl{E RO BAE %
2L EWLMI LT, &5I2 ATF1 1% BRG1 <° p300/CBP ZMFONAT 72 DICHETH D
v hyinoTl,

WFEEE R OBEEE (J£30) : To identify HSF1 activation mechanisms, we screened HSF1 binding protein
and we identified that ATF1 (activating transcription factor 1) functioned important role during heat
shock. In MEF (mouse embryonic fibroblasts), ATF1 and CREM is required for heat-inducible HSP70
expression during heat shock and attenuation of HSF1 activity in recovery after heat shock. Then ATF1
is recruited to HSP70 promoter region during heat shock depend on HSF1 and ATF1 is necessary to
recruit BRG1 and p300/CBP.
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(DRPA Assists HSF1 Access to Nucleosomal
DNA by Recruiting Histone Chaperone
FACT. Fujimoto M, Takaki E, Takii R, Tan K,

Prakasam R, Hayashida N, lemura SI,
Natsume T, Nakai A. Mol Cell. &HiH 2012;
48 : 182-94.

(@Heat shock factor 2 is required for maintaining
proteostasis against febrile-range thermal stress
and polyglutamine aggregation. Shinkawa T, Tan
K, Fujimoto M, Hayashida N, Yamamoto K,
Takaki E, Takii R, Prakasam R, Inouye S, Mezger
V, Nakai A. Mol Biol Cell. 47, 22,
3571-3583, 2011.

(@ Geranylgeranylacetone suppresses
noise-induced expression of proinflammatory
cytokines in the cochlea. Nakamoto T, Mikuriya
T, Sugahara K, Hirose Y, Hashimoto T,
Shimogori H, Takii R, Nakai A, Yamashita H.
Auris Nasus Larynx. 3564, 39, 270-274, 2011.
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