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A case of hepatocellular carcinoma confirmed histologically in primary biliary cirrhosis

You Jung Ha, M.D.", Jun Yong Park, M.D.", Semi Park, M.D.", Kyung Min Kim, M.D.},
Ju Yeon Pyo, M.D.%, Young Nyun Park, M.D.? and Kwang Hyub Han, M.D.!

Department of Internal Medicine® and Pathologyz, Yonsei University College of Medicine, Seoul, Korea

Primary biliary cirrhosis is a chronic cholestatic autoimmune liver disease characterized by progressive bile duct injury
caused by portal and periportal inflammation, resulting in fibrosis and eventual cirrhosis in a significant proportion of
patients. Little is known of the incidence, survival, and risk factors of hepatocellular carcinoma in patients with primary
biliary cirrhosis. We report the case of a 68-year-old male with primary biliary cirrhosis who developed hepatocellular
carcinoma without hepatitis B or C virus infection. Histological analysis revealed well-differentiated hepatocellular
carcinoma. He was treated successfully with percutaneous radiofrequency ablation and has regular follow-up evaluations
without recurrence. This is the first case report of hepatocellular carcinoma in primary biliary cirrhosis diagnosed with a
liver biopsy in Korea. (Korean J Med 75:5733-S737, 2008)
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Figure 1. (A) Peritoneoscopic findings: The liver has a nodular surface. (B) Histologically, the liver showing loss and
damage of the interlobular bile ducts and duct proliferation (H & E stain, x100).
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Figure 2. Imaging study of HCC (A) The abdominal ultrasound shows a single 2.5-cm ill-defined hypoechoic nodule in S7.
(B) Liver MRI: The gadolinium-enhanced view shows a 2.7-cm minimally hypervascular nodule in the right posterior liver. (C)

Hepatic angiography showed no evidence of a tumor or HCC lesion in the AVM area. (D) The liver biopsy revealed
well-differentiated hepatocellular carcinoma (H & E stain, x200).
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Figure 3. Follow-up CT shows post-radiofrequency ablation

status with no recurrent lesion.
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