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A Case of Autoimmune Hepatitis

Jin Ah Park - Il Hwan Moon - Doe Young Kim

Department of Internal Medicine, College of Medicine, Ewha Womans University

Autoimmune hepatitis is a rare cause of chronic hepatitis in Korea. The cause of autoimmune
hepatitis is unknown. A loss of tolerance to autologous liver tissue is regarded as the primary
pathogenetic mechanism. The clinical course of this disease is slowly progressive. The clinical
picture of autoimmune hepatitis is also often associated with extrahepatic disease, many of
which have a presumed autoimmune origin. Untreated patients have a poor prognosis, however

immunosuppressive treatment prolongs survival.

In this report, we describe a 59-year-old female who had a history of hemolytic anemia. She
was admitted to the hospital due to the jaundice, her liver function test had been known to be
abnormal. Laboratory test showed hypergammaglobulinemia and autoantibody.

KEY WORD : Autoimmune hepatitis.
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Fig. 1. Fat droplets are found in hepatocytes.

Table 1. Liver function tests
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Fig. 2. Increased parenchymal echoes of the liver suggest
fatty change.

Date Laboratory tests
(day/month/year)  TB/DB(mg/dl)  AST/ALT(U/L)  ALP/yGT(U/L)  Hb/Hct/Plig/di/%/ /mm)
« /12/91 24/ 0.6 39/ 31 134/152 10.5/28.6/143 x 10’
»/ 1/92 20/ - 33/ 13 158/179 10.0/29.0/199 %10’
13/ 6/96 49/ 35 682/ 79 118/210 13.5/37.4/128x10°
3/ 7/96 54/ 3.7 176/ 46 125/189 12.9/37.9/210x10°
26/ 3/98 9.7/ 63 465/148 214/170 9.7/26.7/ 92x10°
17/ 4/98 3.7/ 24 137/ 90 176 /205 10.5/29.2/106 x 10°
3/ 6/98 15.2/10.4 35/ 47 223/145 9.9/28.3/ 63x10°
29/ 6/98 55/ 39 75/ 19 203/164 9.9/280/ 76x10°

*TB : Total Bilirubin, DB : Direct Bilirubin, AST : Aspartate aminotransferase, ALT : Alanine aminotransferase,

ALP : Alkaline Phosphatase, Hb : Hemoglobin, Het :

Hematocrit, Plt :

Platelet.
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Fig. 3. The echotexture of the liver is coarse, but the size
of the liver is normal.

Fig. 4. More increased echotexture of the liver with surface
nodularity is noted. Anechoic fluid collection is also
seen,
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