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Change and significance of lipopolysaccharide binding protein in the ascites of cirrhotic
patients complicated with spontaneous bacterial peritonitis
Luo Yulan' ,Chen Weiging'> ,Weng Yaguang®
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Abstract: Objective To detect the concentration of ascitic fluid lipopolysaccharide binding protein(LLBP) in cirrhotic patients
complicated with spontaneous bacterial peritonitis(SBP). Methods 64 cases of cirrhotic patients were divided into two groups of
group A(28 cirrhotic patients complicated with SBP) and group B(36 non-infectious cirrhotic patients). The concentration of LBP
was determined by enzyme-linked immunosorbent assay (ELISA). The examinations of ascites culture, the blood routine, liver func-
tions, coagulogram and abdominal ultrasonic were all taken in our hospital. Results The concentration LBP and leukocyte count in
group A were significantly higher than those in B group (P<C0. 05). Area under receiver operating characteristic(ROC) curves of

concentration of LPB and and leukocyte count were 0. 820 and 0. 757, respectively. The diagnostic sensitivity of concentration of

LBP and and leukocyte count count were 75.00% and 67. 90 % ,respectively. Conclusion The concentration of LBP has some cer-

tain significance to diagnose SBP in cirrhotic patients.
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