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[ Abstract]

cocceus aureus sepsis.

Objective  To investigate the potential role and changes in CD14 in postburn Staphylo-
Methods Wistar rats were subjected to a 20% total body surface area ( TBSA)
full-thickness thermal injury and followed by Staphylococcus aureus challenge. Plasma and tissue samples

from liver, kidneys, lungs and heart were collected to determine endotoxin ( lipopolysaccharide, LPS) levels
and CD14 mRNA expression.  Results

cus aureus sepsis,

It was found that after thermal injury combined with Staphylococ-
LLPS levels in various tissues were markedly increased, peaking at2 ~6 h ( P <0.05),
then returned to baseline at 24h. Plasma LPS level was also increased significantly at 2hrs after Staphylococ-
cus aureus challenge compared with that in normal control animals(0.3056 EU/ml vs. 0. 1250EU/ml, P <

- e I YL -

0.05) In addition

that the integrity of intestinal mucosa was damaged. Meanwhile,

regulated in all tssues( P <0.05) , especially in lungs.

the intestinal diamine oxidase ( DAO) activity decreased( P <0.05).

Conclusion

This indicated

tissue CD14 mRNA expressions were up-

These data suggested that gut-orig-

inated LPS translocation and CD14 mRNA expression could be induced by thermal injury with Staphylococcus

aureus sepsis.
vation secondary to postburn sepsis.
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Tab 1  Changes in endotoxin levels in plasma and tissues ( x +s_ )

i & @ (h)

an B Ne re 0.5 2 6 12 24
I (EU/g) 10 1.126 0 1.6150 2.201 3" 2.3599 2.1773 2.0100" 1.259 4
+0.203 0 +0.230 7 +0.3396 +0.6113 +0.461 2 +0.158 8 +0.427 5
W (EU/g) 10 0.714 0 0.960 5 1.3290° 0.5213 1.4110° 1.3699° 0.662 6
+0.0950 +0.107 3 +0.287 0 +0.091 4 +0.343 0 +0.179 5 +0.072 2
B (EU/g) 10 1.0950 0.856 7 1.984 1 2.309 1 * 0.963 4 1.186 4 0.980 7
+0.257 0 +0.164 3 +0.568 3 +0.368 0 +0.296 7 +0.209 0 +0.188 3
L (EU/g) 10 1.6320 1.240 2 2.046 6 2.1196 2.5915 0.829 8 1.268 1
+0.334 0 +0.300 0 +0.681 0 +0.542 5 +0.888 8 +0.133 8 +0.265 3
4 0.1250 0.1019 0.226 3 0.305 6" 0.153 4 0.108 2 0.189 0*
i %% (EU/ml) 10 +0.0250 +0.021 6 +0.098 4 +0.043 1 +0.053 9 +0.018 5 +0.02 45

B 5 IEHX A (NC) ML, + P <0.05; 52X A (TC) HHLL ,# P <0.05,## P <0.01

£2 B4 DAO EHEIKAE (U/mg BET, %25, )
Tab 2

Changes in DAO activity in intestinal tissues ( x + 5_ )

if & (h
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Fig 1 Changes in CD14 mRNA expression in lungs and heart
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Fig 2 Changes in CD14 mRNA expression in liver and kidneys
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