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Fatal Subacute Hepatitis Due to Reactivation of Hepatitis B Virus Following Discontinuation
of Immunosuppressive Therapy with Low-Dose-Methotrexate for Rheumatoid Arthritis

Akiko SAEGUSA', Keiko MIYA'! Teruyo MORINO*, Kyoko TAKEUCHI"
Yasuo GOTODA'", Koichi SATO", Junichi NAGATA"

1) Division of Internal Medicine, Tokushima Red Cross Hospital

2 ) Department of Gastroenterology, Tokushima Prefectural Chuo Hospital

A 77-year-old woman who was a healthy carrier of hepatitis B virus (HBV) had been treated with predniso-
lone for rheumatoid arthritis since September 2000 by a local physician. Subsequently, she took 4mg/week of
methotrexate for three weeks and discontinued the agent for nausea and malaise. Two weeks later, she devel-
oped severe hepatitis and was referred to our department on March 7. Laboratory examinations on admission
showed the following findings: ALT 905 U/L, LDH 411 U/L, v-GTP 183 U/L, ALP 473 U/L, T-Bil 15.5mg/dl, ChE
121, Alb 3.4g/dl, PT 52%, HPT 32%, Plt 17.5X10"/ul, HBV-DNA 1.3Meq/ml. CT showed no specific changes in
the liver. Since fulminant hepatitis due to reactivation of HBV was suspected, 100mg/day of lamivudine and
corticosteroid were administered in addition to plasma exchange. These treatments brought transient remission
of the hepatitis and a decrease in circulating HBV-DNA content. However, the patient died of renal failure 40
days later. Autopsy revealed pathologic findings of subacute hepatitis and amplification of HBV in the
hepatocytes. One should consider the possibility of severe hepatitis when immunosuppressive therapy is to be
performed in HBV carriers.
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