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[HESFES] R5159 [XEkirERB] C

Fife 75 JiE AH < K 955 (sepsis associated encephal-
opathy, SAE) s Ik FHIE 5 WL HAX RG I KE, XHRMK
FF4E %993 (septic encephalopathy, SE) . SAE 4 3F
eI RGN B ARGy, T2 tH 28R OB 5
FEC TR TR I8 P DK T D RE R RS, FLARTR AL i A W 1, W]
eV I 3] 22 g 3584 S, E0HE ph 22 380 J5 5048 L o
28 JE IS R LT A% S, e PR AR IR A e
MR AT | &% N A D RERRRG SRR R 2 B
. BT SAE GhZ 45— WHISWbRiE, JF 6k Z4F
FEERIT 71 P AR SAE BIAHSRAEMIFR L)
FRIRIE FE 1t R HEAT RS L7AR

1 HEBRNE

AR LA R ERAE R R I, KW rh 2 LR
AR 22338 J57 7K T B8 4 B s R R A A k3 R AR A
H P BN 1 o 2206k DT B 2 AR ) B AT
AIRESZRCN, &P 2B 25 | SAE MK AELTE,
Rl 2 Bhkhe p-H FARE A y-2 5 T R (y-ami-
nobutyric acid, GABA) FIHEBHFEY.

LA R np-1 E R E T ARSI R A0
[AF--a (tumor necrosis factor, TNF-a) =4, JE[%
RN 9555 R PR TR S, P2 AR Bt a8 A, HosZ
PR T REREAG Y 22 P 2R AT R R A 0% o IREERE /D
Wi DR2 ' LR %k (Beta-2 adrenergic recep-
tor, B2-AR) ik M 12 h R 235 FRAK, H 2R
74531 % )% (cecum ligation and puncture, CLP) &
16 d, FEAEA A 9 G N SN ARG

Rl AT A 28 22 Gt T K A Ao 22 30 T A1 | ki
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Hht B B B Y AR RE A 400 5 PR AS T e A2 SAE
VBRI B IR . 7282 B (lipopolysacchari-
des, LPS)JEST 5 CLP Wl ik 83k /s SRR Y o, il i
WO S IE R AE 0 22 T LA IR EEE /N BR A 22
BE )" o f FEORE SR ILIE = 1) SRR AR DR 1 Cacety-
Icholinesterase, AChE) if 1 5% K AEH K, 5Hbi
=R VNIRRT e SR

2 MEERERM

R BRIESATA], 4 B 280 S B 5 AR 78 R~ 73-lh
o, FECA B 20D R RERS U B I
TR LG 5 B, O AP i o A0 M, A - R B R4S 5%
iE SN, B AR PR 25K o PR, Y SO SR
/NI T B B TR R A LAE. SAE H R B AE ™

4 BF PNE S LA EEAE (1) 5 g B AR BT o
LI SOREFRBR 41 C- ) B £ [ (C-reaction protein,
CRP) . TNF-a. 4}l %-6 (interleukin-6, IL-6)
IL-8.IL-10 5 SAE fF1E—E Bk &, (HIXELFEARIF A
BE X 7 Mk BE AN E BRI 5 1S 1) 4 B JONE S Y

VA R 24 P )y e R A I o e 2 A2 SAE T %
JRERAEFALS] . M PRRURGFT 73 +-1  vasculal cell
adhesion peptide-1, VCAM-1) 40 [a Rkt 4+-1
(intercellular cell adhesion molecule, ICAM-1) 7E R JiE:
SN RAIA) S P S 4R b S AR, {5 PN S B R D RE DR
55. SAE ## il ICAM-1 Fl VCAM-1 /KFi T 5
afifif Bt B3, (HHAE SAE F i BARHLE A Rt —
SR R R S C BRI (C-type natriuretic
peptide, CNP) % H &1 2 A ity §if Ik (N-terminal pro-brain
natriuretic peptide, NT-proCNP) 7E FHX #1145 248 7 5
Tk, TERAER N RIS 2 ™, SAE B3 MK NT-
proCNP ZKFLEHS 1 RIABIEAE, I BE R A] T FE.
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BV A s Bk, Z 5T T o
o RAESEIEAE, H AT FBONT 2, 2 Wk )
SAE BH BT AR B H AR S AL
i s3] s, HEAE SAE KRR AR e
AR RA 4R YEE A (glial fibrillary acidic pro-
tein, GFAP) J& — v [a] flid % £ 1, 762 T2 IR i 40 i
ths Rk, HIMIE K5 B TR 5 40 MO 1 A
AR, WEFER Y, SAE 4 &3 % GFAP K
[T SAE 41, FefEim FHE A 0.532 ng/ml, B
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(neuron specific enolase, NSE) s& #1125 A 75 WA 241 g A1
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tau 55 /K235 = T 3E SAE 4R, FL i ik a0E &
H 28 d LT ROMER S, BURIE SR R
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TGS (reactive oxygen species, ROS) A PEZ
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