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Correlation between Liver Cirrhosis Patients Combined
with Infection or Death and Intestinal Permeability Test

XUE Shun-he, YUAN Dong-hong, WANG Fang,DAI Guang-rong (Department of
Digestive Medicine, Af filiated Hospital of Yan’ an University, Shaanxi Yanan 716000, China)

Abstract:Objective To investigate the relationaship between liver cirrhosis patients comibined with infection or death and
intestinal permeability (IP) test. Methods 48 patients with liver cirrhois and 16 healthy volunteers were enrolled in the Af-
filiated Hospital of Yan’an University during 2 years from 2013 to 2014 in this prospective study. Clinical data of patients
were analyzed. LMR (IP index) were caculated and dectected by HPLC differental method. Serum LBP,IL-6 and I-FABP
were determined by ELISA. Patients were followed for 1 year and assessed fro survival and the occurrence of infections. Re-
lated factors with IP index were analyzed by Spearman’s rho. ROC curve, kaplan-meiser curve,cox regression were used to
analyze related factors with the infection-free survival. Results 1P index were increased in 40 (83.3%) patients with liver
cirrhosis, compared with 4 increased IP index in healthy controls (y* =19. 006, P=0. 001). IP index were correlated with al-
bumin, IL-6 , INR, bilirubin and Child-Pugh (CTP) scores by Spearman’s rho anaylsis (r.=—0. 339~0. 485,all P<0.05).
20 (41.7%) liver cirrhosis patients developed infection in the one year follow-up. There were signigicant differences in asci-
tes (14 vs 18),CTP scores [9(5~14) vs 10(7~14) ], MELD scores [12(7~27) vs 17(9~25),1L-6 [40(10~1 200) vs 60
(10~1 800) pg/ml] and IFFABP [[1 160(800~8 600) pg/ml vs 4 130(1 520~8 060) pg/ml] between non-infected cirrhosis
and infected cirrhosis patients (y* =8.400, Z= —3. 310~ — 2. 160, all P<C0.05). It was found that MELD>>9, acites, I-
FABP>1 728 pg/ml were independent factors of infection-free survial in liver cirrhosis patients by COX regression (all P<<
0. 05). Conclusion Although increased IP was higher in liver cirrhosis,and it failed to predict infection-free survial in liver
cirrhosis patients.
Keywords: intestinal permeability;liver cirrhosis;infection;death
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