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A study on mechanism of early intestinal mucosal damage after burns com-

bined with endotoxemia in rats

WANG Shui-ming, LIU You-sheng (Department of Pathology. Southwest Hospital Third Military Medical University, Chongqing
400038 China

Abstract Objective: To explore the mechanism of early intestinal mucosal damage after
burns combined with endotoxemia in rats. Methods: After the rats were inflicted with 20% TBSA
full-thickness skin burns and injected with LPS at a dosage of 1 mg/kg B.M. The dynamic
changes of platelet-activating factor (PAF), xanthine oxidase (XO) and melondialdehyde (MDA )
in the intestinal tissue were observed. Results: The increase of PAF level in the intestinal tissue
in burns combined with endoxin group (BCEG) was earlier than that of XO level, and its level
was higher than that in normal control group (NCG) at the 0. 5th h and peaked at the 6th h after
burns. Both XO activity and M DA content in the intestinal tissue were positively correlated with
PAF level respectively (P<Z 0. 001 and 0. 005). Meanw hile, the former 2 parameters were also
positively correlated with each other (P< 0. 01). During the peak phase of PAF and MDA, in-
testinal mucosal damage was most evident. Conclusion: The early intestinal mucosal damage is
due to activation of intestinal epithelial XO and macrophages and production of free radicals in-
duced by release of PAF and other inflammatory mediators. Together with the infiltration of neu-
trophils, all of these results in the intestinal mucosal damage after burns combined with endotox -
emia
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Tab 1 Dynamic changes of PAF content in the intestinal
tissue (% £ 5,@,/ng-g")

Group BCEG SBG SEG NCG
0.25h 0.83x0.26 0.71:+0.29 0.71x0.14 0.6910.16
0.5h  1.43:0.327 0.74:0.22 0.74z0.24

Ih 2.31£0.22" 0.74:0.26  0.76+0.24

3h 2.19:0.237 082+0.26 0.84+0.20

6h 3.13£0.36% 1.81+0.35° 1.34+0.24

i2h 2.63:0.517 2.43x0.277 2.28+0.237

24 h 2.30£0.23° 2.08+0.16" 0.83x0.22

72h 1.23£0.26  0.78+0.23 0.73x0.14

*:P<0.05, #*:P<0.01 w NCC

F2 AL XOFHTN(x s, mug)
Tab 2 Dynamic changes of XO activity in the intestinal
tissue (X £ 5, mu/g)

Group BCEG SRG SEG NCG
0.5h  E.01:16.64 8.52:75.18  B0.04:18.63 76.07% 14.82
0.5h  965.98:21.17 §1.75:19.20  89.80:19.67
(h 279632671 $0.0:4.0  B.54:21.66
Th 2082484 182242757  10L.M4+IT.%4
6L 290.30£31.26™ I82 97:28 36 161.86+23.64"
2h 247 63+36 037 238 93+20 87 M0.68:22.80"
Mho 24.05:27.807 184.2:26.977 1814822242
Th  114.30:21.47 101.45:18.45  BL.2220.18
% P<0.05; #%:P<0.01 s NCG
2.3 ML X0 FMHT L
1h X0 .3 h
, 24 h 6~24 h
X0 . 12 h
2. X0 PAF , =
0.917, P< 0.005.
2.4 MWL MDA 4=% 1L
1h M DA ,6h
. 72 h 6~24h
M DA , 12 h.
12 h MDA , 3.
MDA X0 . r=0. 887, P<
0.01 MDA PAF , r=0 981,
P< 0. 001.
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#£3 BEDMDA FETEL (2 £5,m/mol-kg™')
Tab3 Dynamic changes of MDA content in the intestinal
tisme (£ £ 5, m,/mol-kg™')

Group BCEG SRG 86 NCG
0.25h 1.641£0.45 1.53+0.55 1.54+0.42 1.56+0.35
0.5h 2.15+0.37 1.63+0.55 1.55+0.62
lh 3.36+0.477 1.62+0.51 1.60+£0.58
ih 3.27+0.54" 1.76+0.58 t.o4+0.66
6h 4.51£0.94 2.39:0.47° 1.92+0.59
12h 4.08+0.72" 3.59+0.54™ 2.69+0.69"
4 h 3.44+0.707 2.53+x0.42° 1.79120.72
h 2460717 1.64+0.60 1.64+£0.68
* 1 P<0.05, ** : P<0.01 »s NCG
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