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[Abstract] Direct—acting antiviral agents (DAAs) make it possible for hepatitis C cure. With the emerging of pan—geno-
type DAA, genotyping is also not required anymore before treatment, thus the therapy become more simplified and more ac-
cessible. The simplification and accessibility of treatment make the implementation of elimination of hepatitis C as a public
health threat by 2030 plan more effective. In recent years, the epidemiology of hepatitis C in China has undergone significant
changes. Based on changes in risk factors, genotypes 1 and 2 have been significantly decreasing, while genotypes 3 and 6
have been increasing. Genotype 3 and 6 tends to spread from local areas to various regions of the country. This article aims to
describe the prevalence of the hepatitis C in our country and the benefits of treatment.
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JHRE AR e AR (FEAR HCC A & A il /b 4 IR BE T R
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WFoE R, 5 RIGIT R ML, SVR AE w19 4k
TG 0 A, A RO B4 4B L S 2 A BT ekt , L 0
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