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I previously found that IRAK-1, a kinase involved in Toll-like receptor

signaling, induced degradation of TRAF6, an indispensable molecule for Toll-like receptor signaling.
This study explored a minimal structural region of IRAK-1 for the degradation, which may

applicable to the treatment of infectious diseases through inhibition of exacerbated production of
inflammatory mediators.
Among 712 amino acids of IRAK-1, | found that only Death Domain D: amino acid 1-102 and C1 (amino
acid 523-618) or C2 (amino acid 619-712) were required for the degradation of TRAF6. C1 and C2
contain three potential TRAF6-binding sequences, each of which consists of five amino acids, and |
also found that expression of these sequence structures in cells induced degradation of TRAF6.
These results provide a possibility for obtaining a therapeutic drug, which inhibits exacerbated

production of inflammatory mediators, for infectious diseases, and shed light on the treatment of
unovercome infectious diseases.
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