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A case of hepatic peribiliary cysts with alcoholic liver cirrhosis
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Background:Hepatic peribiliary cysts(HPCs) are characterized by cystic dilatations of peribiliary glands.HPCs are generally known to be
asymptomatic and usually discovered incidentally at autopsy, therefore, it have been considered to be clinically harmless.Herein,we report a
case of HPCs, which were not observed at the first visit of our hospital, but developed and progressed as his cirrhotic liver function has been
deteriorating during a 4-year follow-up.Case:A 47-year-old man was admitted due to newly developed abdominal distension in October 2006.
He was a heavy drinker and also had been treated for schizophrenia for 8 years. Serum test for hepatitis B and C virus was negative. At
first admission, his CTP score was 9 and class was B. Abdominal USG demonstrated splenomegaly and large amount of ascites without HPCs.
EGD revealed moderate esophageal varices.He was diagnosed as decompensated alcoholic liver cirrhosis. Ascites was well-controlled with
diuretics and hepatic function showed improvement with alcohol abstinence. His liver function had been worsened steadily because of his
persistent drinking during follow-up and he had admitted several times. After 38 months from his first visit, he admitted due to confusional
mentality with progressing jaundice. Abdominal CT first revealed multiple, variable sized cystic lesions in the hepatic hilum with mild
dilatations of both intrahepatic ducts.He was diagnosed as HPCs with MRCP.The size and number of HPCs on the sequential radiologic images
increased as hepatic functions deteriorated gradually with time.However, bile duct obstruction by progressing HPCs was not evident in the
followed-up CT scan.To identify the progressing liver failure despite normal AST and ALT,we performed a liver biopsy through the
transjugular approach and severe activity of acute inflammation on a background of cirrhosis was found.Administration of high dose steroid
and UDCA were not effective.In May 2010, after 6 months of development of HPCs, the patient was died due to hepatic encephalopathy and
hepatorenal syndrome.Discussion:Our case showed that the presence of HPCs in patients with underlying liver disease might indicate the status
of severe liver damage and poor prognosis.
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