#BxXc—19

HEHRBEMAER (RFrHAREHME) HRARRSE

HESES : 34310
BZRiER - E8|HE (C)
ZHAR - 2010 ~ 2011
FEEES : 22590277

Rk 2 A4E4 2 ABLE

MRZFEER (X)) GBEEFNrfl ([C&k SEE KB GIEHREORENR

MRFES (EX)

Advanced investigation of molecular regulation of |ipid metabolism

by the transcription factor Nrfil
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The experimental purpose of this project is to investigate regulatory mechanisms of
the transcription factor Nrfl (NF-E2-related factor 1) for lipid metabolism. First, we
found that the turnover of Nrf1 is regulated by the ubiquitin ligase Hrd1 and p-TrCP in
the cytoplasm and nucleus, respectively. Second, we identified that proteasome subunit
genes psmc4 and psmb6 were direct Nrfl target genes.
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