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Successful Treatment of Fulminant Hepatitis C by Therapy
with Alpha Interferon and Ribavirin

Acute hepatitis C virus (HCV) infection has been identified
as an important cause of fulminant hepatic failure (FHF),
characterized by rapid deterioration of liver function from
massive hepatic necrosis leading to encephalopathy and mul-
tiorgan failure with a high mortality rate of 65 to 92% (2, 3).
Alpha interferon-ribavirin is effective in treating acute and
chronic HCV infections (4, 8). We report the details of suc-
cessful antiviral therapy for a patient with HCV-associated
FHF, accompanied by HCV eradication and prevention of
chronicity.

The present study was approved by the ethics committee of
Kaohsiung Municipal HsiaoKang Hospital. Informed consent
was obtained from the patient’s next of kin.

A 49-year-old Taiwanese woman presented in March 2002
with a 7-day history of anorexia and tea-colored urine. She had
received an illegal percutaneous administration of folk reme-
dies 2 months ago and had no experience with interferon-
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ribavirin previously. Rapid deterioration of liver function with
coagulopathy preceding an irritable mood and mental distur-
bance developed at day 4. Seroconversion of antibodies to
HCV with HCV genotype 1b infection was detected. She had
serum levels of bilirubin of 14.95, 20.12, and 27.57 mg/dl at
days 0, 3, and 7, respectively; alanine aminotransferase levels
of 1,198, 1,896, and 2,100 U/liter, respectively; and HCV RNA
levels of 7.22, 7.85, and 8.37 logs (IU/ml), respectively (Fig. 1).
Based on the assessment of clinical and virologic measure-
ments, HCV-associated FHF was diagnosed (2). Other condi-
tions predisposing to fulminant hepatitis, including hepatitis A,
B, and E viruses, cytomegalovirus, Epstein-Barr virus, and
autoimmune or alcohol- or drug-related causes were excluded.
Serologic markers of human immunodeficiency virus were neg-
ative.

Because of the rapid hepatic decompensation and the low
probability of an available liver donor, we conducted a treat-
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FIG. 1. Clinical course and biochemical and molecular profiles of a patient with fulminant hepatitis C treated with alpha interferon and
ribavirin combination therapy. Serum HCV RNA was determined by using a quantitative branched DNA assay (VERSANT HCV RNA 3.0 assay;
Bayer Diagnostics) and a qualitative PCR assay (COBAS AMPLICOR Hepatitis C Virus Test, version 2.0; Roche). The levels of serum HCV RNA
are presented as logarithmic transformations of original values; the horizontal dotted lines indicate the upper limits of the normal ranges. A dotted
line indicates PCR negativity for serum HCV RNA, and a solid line indicates PCR positivity. Qd, daily; Tiw, three times a week; ALT, alanine

aminotransferase.
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ment protocol at day 7 with recombinant alpha interferon 2b (3
X 10° U given intramuscularly daily) plus 800 mg of oral
ribavirin daily for 2 weeks, followed by alpha interferon 2b (6
X 10° U thrice weekly) plus ribavirin (1,000 mg/day) for 22
weeks. Her psychoneurological and gastrointestinal manifesta-
tions were reversed, her liver biochemistry normalized, and
seronegativity of HCV RNA developed 1 month later and was
sustained throughout the 2-year follow-up period. Only mild
and self-limited side effects, such as hemolytic anemia, were
noted. Liver histopathology revealed acute submassive necro-
sis at 10 days after antiviral therapy, minimal necroinflamma-
tory activity at the end of treatment, and complete remission to
normal liver histology at 6 months after the end of treatment.
Hepatic HCV RNA was undetectable in the latter two speci-
mens.

Orthotopic liver transplantation, an established treatment
option for FHF, is associated with a number of problems,
including donor shortages, the risk of death while waiting for a
transplant, postoperative mortality, universal HCV recurrence,
and rapid progression of HCV-related disease in liver trans-
plant recipients (1, 2). Our patient was characterized by con-
tinuous viral replication and high HCV RNA levels, and the
extent of liver damage correlated with the magnitude of viral
replication (3), implying that viral factors are important in the
pathogenesis of HCV-related FHF. Effective antiviral therapy,
which quickly lowers the viral loads (6), may rescue patients
with HCV-associated FHF from rapid, extensive destruction of
hepatocytes and provide an opportunity for adequate regener-
ation of native liver. However, alpha interferon is not recom-
mended for patients with hepatitis B-related hepatic decom-
pensation because of the risk of developing overt liver failure
(5, 7). Physicians should be careful when treating FHF patients
with interferon.
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