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Molecular analysis of the proteasome gene expression and its application to
anti-aging.

KOBAYASHI, AKIRA

13,400,000

NRF1
NRF1 NRF3 POMP 20S

1 NRF1
NRF1 NRF3

Cells, which are small units of our body, has multiple regulatory systems to
sustain its homeostasis. Protein homeostasis (i.e. proteostasis) is one of such regulatory
mechanisms. We discovered that a transcription factor NRF1 (NFE2L1) regulates not only Proteasome
that is a crucial proteolysis enzyme, but also Autophagy that is another protein degradation system.
In addition, we found that NRFl-related transcription factor NRF3 (NFE2L3) regulates gene
expression of POMP as protein chaperon, thereby activating 20S proteasome that degrades cellular
proteins related to ageing.
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