KxXc—19

FEZMREDREEX REARERNE) ARBAREBESE
Wk 2 443 A 1 2 HEAE

HEEES : 12301

HEIER - ABHME (C)

MRER: 2009~201 1

EBEXS 21591998

ARFES (F13X) BUMAE AR R fEE CORMANES R FE M & A REDHEL

MR iERE4L (EX) the role of intercellular factor in the brain during septic
encephalopathy and establishment of the treatment for septic encephalopathy
MEREKE

A3 4R (KADOI  YUJI)

HEKXE - BEFE - £Hi%

HEEES: 1029259 1

WFZER R O (Fi30) : Rat Z VT pentobarbital R N2, EHZRLET L EEKT 2.,
2 AWEEIRIZA Y 7V T VR TIZ Rat i 4 % TRV LT VT & RCTRIREE, 7 744
AH sy TR T A ZA&AER L. 1ERR LTZIM A Z A A2 ABC % V7~ Imunohistochemistry
HETNF-k B & AP-1 B2 T L7z, NF-kB & AP-1 [ZIEE O CA-1 fEIIC NF- kB & AP-1
BELSHEBLTND I LN boTz, FIZFIREZ T o AR IEE O T, 2 ERIMI
F 5 BESE DI ENH] S AU TUWV o, F I ERAEB TR FIEIC L 5 CA-1 SIS O MALTEE) & 855 L T
W, BUIE B S o0 AR AR R 2 Ol MRS O CA-1 FEIR N FRICRRE S d 2 E BV HIBA L7z,
MR OBEE (3530 -
The purpose of this study was to examine the role of NF-«k B and AP-1 during septic
encephalopathy. After the establishment of septic shock using cecal ligation and puncture
rat model, brain was removed. Brain slices were examined by ABC methods. The expression
of NF- k B and AP-1 was highly observed in CA-1 region in hippocampus. In addition, response
to noxious stimulation was also diminished at the same time. This data indicated that
over expression of NF-k B and AP-1 in CA-1 region in hippocampus may have one of important
role in the pathogenesis of septic encephalopathy.
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