DOT :10. 160167j. 1000 ~5404. 2004. (5. (D1
26 5 Vol. 26 No. 5
2004 3 ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Mar. 2004 373

G5, 1000-5404(2004) 5-0373-05

S TP € INE T SN O S U ! ;o 400038,
, s 400037)
. B .
, (n=36). (n=136) (n=06), 1 mg/kg
C 1ml )s 1 mg/ kg C 05ml ), 400 Mg/ kg
( 05ml )s 1.3.6.12.24.48 h . N
1 ml , . .  ELISA
s (ALD) . -a(TNF-a) . -6(11-6)
. R 1h TNFa (PZ00D,6h ;
TNFa (P<0 01, P<005. 1L-6 s 1h IL-6
(P 00D, 12h . 3~48 h 116 (P 001, P<005.
, ALT (P 00D, ALT
(P00l P<005). : : ;
. G5 EBP
: R341.6; R631.1; R644.02 : A

Roles of endotoxin binding peptide in rat model of burn combined with endotoxemia

.1 . 1 1 2 . . .
MA Li, LIU Youfshengl, WANG Xiao-dongs, ZHANG Rong’, LI Yong-wang ("Institute of Pathology, Southwest Hospital
Chongging 40003 8; Institute of Respiratory Diseases Xingiao Hospital Third Military Medical Univewsity, Chongqing 400037, China)

Abstract: Objective To observe the pwtective effect of recombinant human endotoxin binding peptide (EBP)
on a rat model of burn combined with endotoxemia. Methods A total of 78 rats of model of burn combined with en-
dotoxemia were divided into three groups; model group (7=36), treatment group (n=136), and wntwol group (n
=6). Rais in the model group were intraperitoneally injected with 1 mg/kg endotoxin (prepared with 1 ml saline )
immediately after bumn. After intraperitoneal injection of 1 mg/kg endotoxin (prepared with 0.5 ml saline), rats in
the treatment group were intraperitoneally injected with EBP (prepared with 0.5 ml saline). Blood and liver and lung
tissues of rats in the model and treatment goups were collected at 1, 3, 6, 12, 24, and 48 h afier treatment. Rats
in the control group were intraperitoneally injected with 1 ml saline after trichomadesis. Blood and liver and lung tis-
sues of rais in the control group were collected for the total control. The changes of alanine aminotransferase (ALT),
TNF-a, and 16 contents in serum were detemined by biochemical velocity analysis, ELISA, and light microscopy.
The pathological changes of the liver and lung tissues were observed light microscopically and electron micwscopical-
ly. Results The serum TNF-a level of rats in the model group was significantly higher than that in the control at 1
h after injury (P<Z0.01) and reached the peak value at 6 h. Serum TNF-a level of rats at each time point in the
treatment group was significantly lower than that in the model group (P<<0.01, P<0.05). Serum II-6 level of rats
in the model group was significantly higher than that in the control group at 1 h after injury (P<T0. 01),

(30000171
Supported by the National Natural Science Foundaion of China (30000171)
as7t—, , , , , . : (010) 66343165
. . (023) 68754431, E-mail youﬂahengliuGGO@holnﬁil can
520040 1-10; : 2004-02-12



374

26

and reached the peak at 12 h. The serum I1-6 levels during 3—48 h in the treatment group were significantly lower

than those in the model group. The dynamic changes of ALT showed that the serum ALT level in the model group in-

creased significantly, as compared with that in the normal contwl group (P<Z0. 01), but the serum ALT level in the

treatment group decreases significantly, as compared with that in the model group (P<C0. 01, P<TO0. 05).

Histopathological changes revealed atteruated degree of degeneration of hepatocytes, decreased inflammatory cell infil-

tration, and atienuated interstitial congestion and hemorrthage and inflammatory changes of alveoli in the lungs. Con-

clusion The recombinant human EBP may possess a biological activity and play a potential potective role in the rat

model of burn combined with endotoxemia.
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Fig2 Changes of serum IL-6 content in rats
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A: Liver tissue of model group Showed hepatic sromal hyperemia and dilation with many neutrophils in the hepatic sttoma some of which infiltrated in to

the hepaocyte cord; B: Liver tisue of EBP treatment group Reactive hyperphsia of nonessential cells could be found accidentally in the hepatic srana

3 24 h

(HEX 200)
Fig3 Morphological changes of liver tissue of rat 24 h after treatment (HEX 200)

A: Liver tissue of model group Chromatin assembled to the verge of hepatocellular nucleolus (N). Medullry structure (—) could be found in the
cytoplasm; B: Liver tissue of EBP treatment group No medullary structure was found in the hepatocellular cytoplasm
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A: Lung tissue of model group Serious lung tissue congestion and incrassated alveohr spaces, accompanied by neutrophil soakage; B: lung tissue of
EBP treatment group The pathological changes were less significantly as compared with those of the model group
5 24 h (HEX 200)

Fig5 Morphological changes of lung tisue of rats 12 h after treatment (HEX 200)

A: Lung tisue of model group The layer bodies (LB) of alveolar type Il epithelial cells decreased; B: Lung tissue of EBP treatment group Nor-

mal alveolar type Il epithelial cells
6 24h (TEMX 6 000)
Fig 6 Ultrastructural changes of lung tissue of rats 24 h after treatment (TEMX 6 000)
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