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Analysis of clinical characteristics on patients with liver cirrhosis with portal hyper-

tension accompanied by splenorenal shunt

YI Zai-feng' ,WU Fan® ,ZHENG Li'*. 1. Department of Geriatrics , Hubei Provincial Hospital of Integrated Traditional Chinese and Western
Medicine( Wuhan Hubei ,430015) China

Abstract Objective:To analyze the clinical characteristics of patients with liver cirrhosis with portal hypertension accompanied by sple-
norenal shunt. Methods: A total of 17 patients with liver cirrhosis with portal hypertension accompanied by splenorenal shunt were analyzed as
a shunt group. Child-Pugh score, portal vein diameter, splenic vein diameter, total bilirubin level ,the occurrences of esophageal varices , hepatic
encephalopathy and ascites were recorded. A total of 20 patients with liver cirrhosis with portal hypertension unaccompanied by splenorenal
shunt were randomly divided into the control group,and their abovementioned clinical characteristics were recorded. Results ; The levels of por-
tal vein diameter and splenic vein diameter of shunt group were respectively (14.14 +0.93) mm, (15.82 +1.03) mm, those of the control
group were respectively (15.35 £1.22) mm; (12.56 £1.90) mm,the differences were statically significant (P <0.05). In shunt group,
the total bilirubin level was (32.94 +7.56) umol / L, abnormal rate of the total bilirubin was 88.23% ; the total bilirubin level of the control
group was (37.45 £22.61) umol / L, abnormal rate of the total bilirubin was 55.00% . There was no significant difference in the total biliru-
bin levels between the two groups( P >0.05). The abnormal rate of total bilirubin in the shunt group was higher than that in the control group
(P <0.05). the occurrences of esophageal varices,hepatic encephalopathy and ascites of shunt group were respectively 88.24% ,47.06% ,
23.53% ,the occurrences of esophageal varices,hepatic encephalopathy and ascites were respectively55.00% ,10.00% ,30.00% in the con-
trol group,the incidence of esophageal varices and hepatic encephalopathy were statistically significant ( P <0.05) ,the incidence of ascites
was not statistically significant between the two groups (P >0.05). Conclusion : Most of the shunt group patients have elevated total biliru-
bin, the shunt group patients are mostly complicated with esophageal varices. the incidence of hepatic encephalopathy is significantly in-
creased.
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