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Effect of sodium butyrate on blood circulation after

acute carbon monoxide poisoning in rabbits
WANG Hui-feng' > HE Xian-di'
(1. Department of ICU The First Affiliated Hospital of Bengbu Medical College Bengbu Anhui 233004;
2. Department of ICU The First Affiliated of Henan University Kaifeng Henan 475001 China)

Abstract Objective: To observe the effect of sodium butyrate on blood circulation after acute carbon monoxide poisoning in rabbits
and explore the possible mechanism of brain protection. Methods: Twenty-four healthy rabbits were randomly divided into control group
acute CO poisoning group( model group) and sodium butyrate pretreatment group( intervention group) 8 in each group. The high purity
CO gas was injected intraperitoneally in rabbits to prepare the model of acute CO poisoning. Sodium butyrate was given by ear vein by
500 mg/kg to intervention group before preparing model ten minutes 7 days after modeled hemorheology and platelet aggregation rate
were tested. Results: After acute CO poisoning all indicators of hemorheology and platelet aggregation of model group compared with
control group significantly different( P <0.01) intervention group decreased compared with model group( P <0.05 — P <0.01) while
there had no difference statistically between sodium butyrate pretreatment group and control group( P >0. 05) . Conclusions: Sodium
butyrate can ameliorate blood circulation disorder significantly which caused by acute CO poisoning its possible mechanism was through
inhibition of nuclear factor«B signal transduction pathway to play an anti-inflammatory effect blocked the inflammation-coagulation
network thus played brain protection function through improvement of blood circulation.

Key words carbon monoxide poisoning; sodium butyrate; hemorheology; platelet aggregation rate

co o
“« »” 4
(0(0) ( delayed » Huuskonen °’
neuropsychological sequelae after acute CO poisoning o
DNS) ', 2 DNS (o{0)
co o
1
20110546 1.1 24
1. (018} 233004,
2. 1CU 475001 (2.5+0.5) kg
(1978 -) . o N Co
. E-mail: bbyfyhxd@ ( ) CcO (

sina. com

) 8 10 min



800 J Bengbu Med Coll August 2011 Vol.36 No.8
500 mg/kg ( Sigma ( ) FIB (
) o ) - (3)
1.2 6 o 3ml  3.28 %
CO 12 h 4 h (1:9) 1 000 r/min 10 min
CcO ( PRP) 3 500 r/min
( =99.9% ) 15 min ( PPP)
200 ml/kg 6 h 3 pPP PRP (300 £30) x10°/L -
100 ml/kg o PA100 (
o ) 40 wg/ml  ADP( Sigma
1.3 7 ) o
8 ml 3ml  3.28% 1.5 q o
(1:9) ;0.5 ml )
EDTA=2K(1:9) ( Het)
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1 3 (x =)
n (mPa® ) (mPa<s)  FIB(g/lL) Het( %)
(10 sM) (50 ) (100 s™)
8 8.39 £0.36 5.52+0.40 4.24 +0.26 1.47 +0.11 3.66 +0.17 36.69 0. 63
6 13.37£0.80**  6.88£0.62** 5.29£0.27** 1.89£0.19%*  4.47£0.32%*  42.32+1.71*%
8 8.89 +0.3844 5.86 £0.3344 4.40 £0.415% 1.56 £0.09%%  3.84 +0.184%  37.41 +0.474%
F — 183.54 16.51 20.01 19. 64 24.42 61.62
P — <0.01 <0.01 <0.01 <0.01 <0.01 <0.01
MS — 0.269 0.200 0.106 0.017 0.049 0.999
q * % P<0.01; A AP <0.01
2.3 3 2 (x £5)
1 min.3 min.5 min (%)
: 1 min (P< ! 1 min 3 min 5 min
0_05) 3 min<5 min (p <0_01) 8 34.75+5.20 58.13 +4.49 53.88 +4.82
( 2) . 6 43.33£5.72%% 71.00£5.33%* 68.503.83%*
8 37.75£3.414  61.63£2.724% 56.63 £2.6244
3 — 5.58 16.72 26.62
— <0.05 <0.01 <0.01
Co 7 N — 22.860 17.618 14.961
° q * % P <0.01; AP <0.01; AAP <

0.05
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