C-19

2007 2008
19790578
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Yasunori lwata

90432137

MRL- Fas’"
(DCs)  p38MAPK
DCs p38MAPK
1,400,000 0 1,400,000
1,300,000 390,000 1,690,000
2,700,000 390,000 3,090,000
protein-1(HMGB-1) (RAGE)
( )
, DCs p38MAPK
, HMGB-1
effector
(DCs) DCs , HMGB-1
DCs CCR7 p38 MAPK ,
DCs p38MAPK
’ DCs
p38MAPK
highmobility group box chromosomal p38MAPK




DCs
( ), DCs HVMGB-1
( ). p38 MAPK
HMGB-1 mRNA
. INF-ax, IL-13
DCs FR , HMGB-1,
IL-12, 1L-23
DCs  p38MAPK
( — )

The inhibition of p38 MAPH decreased the
infiltration of DCs including mature
phenotype, in the diseased kidnay.
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Both CD11c positive cells and HMGB-1 positive area
were co-located in the diseased kidney and spleen.
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