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Abstract

As an important component of China’s ethnic medicine, Mongolian medicine has a long history and a unique theoretical system,
particularly forming a relatively systematic body of experience in the treatment of liver and gallbladder diseases. Liver fibrosis is a
critical stage where multiple chronic liver diseases progress to cirrhosis or even liver cancer, and its reversal has become an important
direction in liver disease prevention and treatment research. In recent years, increasing studies have explored the role of traditional
Mongolian herbal formulas in combating liver fibrosis from the perspectives of modern pharmacology and molecular mechanisms,
providing scientific evidence for their modern development. This paper systematically reviews the pathogenesis of liver fibrosis treated
with Mongolian medicine, analyzing the intervention mechanisms of Mongolian herbal formulas through multiple aspects including
inflammatory response, oxidative stress, activation of hepatic stellate cells, and cytokine regulation, offering clinical references.
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