(®)
2017 2018

ER MRP8

Elucidation of the role of MRP8 through inflammation and ER stress in metabolic
syndrome related nephropathy

Mizumoto, Teruhiko

3,200,000
MRP8 TLR4 IRF3
3300 1 40%
421 2
ER
3300 1
40% 421

In the previous report, MRP8 inflammation was reported by TLR4 mediated
inflammation, but in this study we found that IRF3 mediated inflammation may be affected. However,
the mechanism was unclear. We focused on exosomes and found that macrophages were activated in
exosomes of mesangial cells. Furthermore, identification of drugs that suppress exosome-mediated
inflammation was started. Out of 3300 compounds, 421 compounds that have achieved 40% or more
suppression of inflammation in the primary screening are advanced to the second screening.
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