BxXc—109

HEMREDHEEX (REHREGDE) ARRRBES
R 2 456 A 6 HEE

HEEES : 13501

EFER - ABHE (O)
B2 HARS - 2009~2011
SREES - 21591745

MAREL (FIX) REBHEIETL2EBREEREZN LI-BHEEEEDRITE. TDER

IGAICEAYT 58K

Investigation of relationship between the |iver and spleen via the
portal circulation in sepsis
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WFZERC R OMEEE  (33L) : The purpose of this study was to investigate whether inhibition
of Kupffer cells (KCs) affects the expression of HMGB1 and mortality in septic peritonitis.
Furthermore, the role of the spleen in septic peritonitis was also investigated.
Elimination of the Kupffer cells increased mortality significantly. Furthermore, on the
other hand, splenectomy improved mortality in animals with or without KC inhibition after

CLP. Thus, the liver and spleen play key roles in host defense during septic peritonitis.
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