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Alteration of intestinal permeability in patients with decompensated cirrhosis” FAN Cai-bo , LUO Yun® , XIE Zhi-
xiang sPENG Lei \CHEN Hai-qiong ,YANG Qiong-vying s HUANG Guang-ming (Department o f Gastroenterology ,
Second People’ s Hospital of Dazhou City , Dazhou,Sichuan 635000 ,China)

[Abstract] Objective
cirrhosis. Methods

To explore the alteration of intestinal permeability in the patients with decompensated
64 cases of decompensated cirrhosis were divided into the Child-Pugh B group(n=28) and the
Child-Pugh C group(n =36). The ratio of urine lactulose to mannitol(L./M),level of endotoxin(ET) and plasma ac-
tivity of diamine oxidase(DAQO) were detected before treatment and on 7 d after treatment. Results Before the treat-
ment,the ratio of /M and the ET level in the Child-Pugh C group was higher than those in the Child-Pugh B group,
but the activity of DAO in the Child-Pugh C group was lower than that in the Child-Pugh B group(P<C0.01). On 7 d
after treatment, the ratio of L/M and the ET level were not statistically different between the two groups(P>0. 05).
The activity of DAO showed the increasing trend in the Child-Pugh C group and the decreasing trend in the Child-
Pugh B group,with statistical difference between the two groups(P<C0. 05). Conclusion The ratio of urine /M,
plasma ET level and the DAO activity are the detection markers for the intestinal permeability, which can exactly re-

flect the changes of intestinal permeability. The increase of intestinal permeability may be one of key factors for liver

cirrhosis deterioration.
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