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[ Abstract] Hepatic fibrosis is a critical pathological stage in the progression of various chronic liver diseases to
end-stage liver disease. It is a key determinant of the long-term clinical outcomes, including cirrhosis, liver cancer, and
death. Its pathological process is complex and regulated by multiple cells, multiple mediators, and multiple signaling
pathways. A growing body of evidence suggests that angiogenesis plays a key role in the progression of hepatic fibrosis;
hepatic stellate cells are the core of hepatic fibrosis formation and also the intersection between inflammation, fibrosis, and
angiogenesis. The two promote each other in the occurrence and development of hepatic fibrosis, but the existing literature
is relatively scattered. This article reviews the research of the past decade, systematically elaborates on the mechanism of
action of angiogenesis in hepatic fibrosis, and provides new ideas for the precise treatment of hepatic fibrosis.
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