ERES 2010 %8 A% 39 5% 16 4 2121

o E-
SURER XY A & #8155 B K BRI i B 1 48 B 1 SR 4K BE T B0 RS

jﬂjigil ’gf"]‘il 94/‘%}‘%\1‘?2
(1T R B =RTHE-ARERKEA 222000;2. i F 5 AR EKEAREA, &% 210029)

# E:BH SARERASEZEOCPO ARG XA EEE@B(AM KA NG F 0, Fik HRIEFAXKIE
AM # NR8383 £ & B #9 (10,100,1 000 pmol/L) FAAL P, LPS #l# 24 h /& . &2 A XA &4l 40 jo s 5k Lk 7 B AR 7 (T-
AOC) B2 5o ki R A B (GSH-PO R -TF, SR LA 4% 4k (PBS A LPS 432 7 EiF ik F T-AOC #= GSH-Px &
FHRR TR, RREAERAALEM0 ymol /L) 5 LPS I ZF ALIHFEL., mEGREAIEFRALEM100.1 000

pmol/L) B LPS 4Lrbdk, £ F A 43t 5 & L(P<<0.0D) ., #ig
KPBAREA AL REER .

— R E R e B 2t LPS &)t #9 NR8383 4m fe T-AOC #= GSH-Px

KB A B R S 45 R A8 E an i &2 NR8383; S 4L AL A 71 5 Bk ki R AL 44 B

doi:10. 3969/j. issn. 1671-8348. 2010. 16. 013
FESES:RITL. 2 XEFRIREG A

XEHS:1671-8348(2010)16-2121-02

Effect of ketamine on antioxidation in Lipopolysaccharide-stimulated rat alveolar macrophage cell line
YOU Ke-qgiang' , ZHANG Xiao-bao' , FU Cheng-zhang®*
(1. Department of Anesthesiology , First People’s Hospital of Lianyungang City , Jiangsu 222000 ,China;

2. Department of Anesthesiology ,Peoplés Hospital of Jiangsu Province , Nnajing,Jiangsu 210029 ,China)

Abstract: Objective

line (NR8383) activated by Lipopolysaccharide (LLPS). Methods

To investigate the effect of ketamine on antioxidation in the supernatant in the rat alveolar macrophage cell

Macrophage was pretreated with ketamine at concentration of 10,

100,1 000 pmol/L,then was stimulated with LPS. The production of T-AOC and GSH-Px in the supernatant of macropahge was

assayed by T-AOC and GSH-Px kit. Results

LPS induced an decrease of T-AOC and GSH-Px in the supernatant, Pretreatment

with ketamine(100,1 000 pmol/L) could inhibite this response. Conclusion Ketamine exerte a ameliorative effect on LPS-induced

descent of T-AOC and GSH-Px of NR8383.

Key words: ketamine; lipopolysaccharide;rat alveolar macrophage cell line NR8383; T-AOC; GSH-Px
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