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CASE REPORT

A Case of Sustained Cholestasis Caused by Acute A Viral Hepatitis in Dubin-Johnson
Syndrome

Sang Ho Ra, Se Yong Sung, Ho Yeon Jung, Jae Hwang Cha, Soon Koo Baik, Mee Yon Cho" and Moon Young Kim

Departments of Internal Medicine and Pathologyl, Yonsei University Wonju College of Medicine, Wonju, Korea

Dubin-Johnson syndrome is a rare clinical entity. It shows intermittent symptoms such as chronic or intermittent jaundice,
abdominal pain, weakness, nausea, vomiting, anorexia and diarrhea. Symptoms are precipitated or aggravated by pregnancy,
alcoholism, surgical procedures and intercurrent disease. Chronic idiopathic jaundice is typical of Dubin-Johnson syndrome
and its prognosis is good. We describe a case of prolonged cholestasis for more than 10 months caused by acute A viral
hepatitis in a patient with Dubin-Johnson syndrome. It is a first report of cholestasis complicated by acute A viral hepatitis
in a patient with Dubin-Johnson syndrome. (Korean J Gastroenterol 2012;59:313-316)
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Fig. 1. Microscopically, hepatocytes contained diffuse intracellular
deposits of brown pigment (arrows) without evidence of cell damage
in liver biopsy in 1995 (H&E, x200).
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Fig. 2. (A) Liver computed tomography
and (B) endoscopic retrograde cho-
langiopancreatography showed he-
pato-splenomegaly and no signifi-
cant abnormal finding in the biliary
tract. Those examinations were per-
formed in acute phase of acute
hepatitis A.
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Investigation

Table 1. The Changes of Laboratory Findings

Total bilirubin (mg/dL)
Direct bilirubin (mg/dL)

ALP (IU/L)
GGT (lU/L)

Hemoglobin (g/dL)
PT INR

AST (IU/L)
ALT (1U/L)
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Fig. 3. The change of serum total and direct bilirubin levels of the
HZIVA & prothrombin time INR 1.02, AST 34 IU/L,

patient.
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