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[ Abstract] Hepatitis C is a persistent viral infection of the liver. If left untreated, decompensated cirrhosis and
hepatocellular carcinoma can develop. There are at least 6 different genetic variants and subtypes of HCV in the
world, among them genotype 3 is the second most common. According to the measurement of sustained virologic
response rates, patients with genotype 1, 2, 4, 5,and 6 showed better recovery after treatment with a direct—acting
antiviral drug than with an older treatment regimen based on pegylated interferon, while those with genotype 3
showed poorer outcomes. Genotype 3 hepatitis C virus (HCV) is a relatively invasive genotype that is closely
associated with the risk of severe liver damage, fibrosis, steatosis and cancer. Therefore, the treatment for people
with genotype 3 infection is more pressing in clinical practice.
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