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Determination of Intestinal Mucosal Barrier and Its Clinical
Significance for Children with Bronchopneumonia
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[Abstract] Objective To investigate and analyze the levels of plasma endotoxin and diamine oxidase
(DAO) and the change of the intestinal mucosal barrier in children with pneumonia. Methods 45 children with
pneumonia were selected as the experimental group in department of pediatrics from January to December 2011, and
30 healthy children were selected as the control group. The children with pneumonia were divided into severe group
(n=10) and non-severe group (N =35) .2 ~3 mL blood from every individual was collected, and the levels of
endotoxin and DAO in isolated plasma were measured by spectrophotometry. Results The level of plasma
endotoxin of the experimental group, severe group, non—severe group and control group was (0.18 +0.20) ,
(0.47+0.27), (0.10 £0.05) and (0.03 +0.002) EU/mL, respectively. And the level of DAO was (1.843 +
1.455), (4.157+1.580), (1.351+0.823) and (1.352+0.368) U/mL, respectively. The level of endotoxin in
the experimental group was higher than that in control group, with statistical significance (P<0.01) . But there was
no significant difference between the two groups on the level of DAO (P> 0.05) . There was significant difference
among the severe group, non—severe group and control group on the levels of endotoxin and DAO  (P<0.01), and
the level in the severe group was higher than that in the non-severe group or control group, with statistical

significance (P<0.01) . There was no significant difference between the non—severe group and control group (P>
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0.05) . Conclusion There was damage of intestinal mucosal barrier in children with severe pneumonia, and the

intestinal barrier permeability was increased.
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Tab. 1 The levels of plasma endotoxin and DAO in the severe group, non-severe group and control group (X +s)

M5l n WHEZ (EU/mL) DAO (U/mL)
WFoE 2 45 0.18 +0.02™ 1.84 + 1.46
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X HEZH 30 0.03 £0.02 1.35£0.37
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Fig. 1 The levels of the plasma endotoxin and DAO in
the severe group, non-severe group and con-

trol group
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