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[ Abstract] Hepatitis C is a common infectious disease caused by hepatitis C virus (HCV) infection.
According to the World Health Organization, there are approximately 58 million cases of chronic hepatitis C
worldwide, with about 1.5 million new infected cases each year. While direct-acting antiviral agents can make
hepatitis C a curable disease, which often progresses silently, and some patients discover the disease when it
has already advanced to the stage of liver fibrosis, or even liver cirrhosis and liver cancer. Early-stage liver
fibrosis can be reversed with medication, but in some patients, fibrosis can still progress despite achieving
sustained biochemical and virological responses to drug treatment, leading to a poor prognosis. Therefore, it
is crucial to study the factors that influence the progression of the liver cirrhosis of patients with hepatitis C.
Early diagnosis, intervention and treatment of liver fibrosis caused by hepatitis C are all important aspects of
clinical practice. However, currently available indicators for diagnosing liver fibrosis have certain limitations.
Serological markers are not sensitive enough for early diagnosis of liver fibrosis in hepatitis C, thus there is
an urgent need for new biological markers to assist in clinical diagnosis and enable early intervention and
treatment of liver fibrosis. This article summarizes the main influencing factors of liver fibrosis in hepatitis C
progression from three aspects: host, pathogen and external factors. It also elucidates the research progress of
biomarkers associated with the staging of liver fibrosis in hepatitis C, providing reference for early diagnosis,
intervention and delayed progression of liver fibrosis caused by hepatitis C.
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