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Research Progress on TCM Interventions for Alcoholic Liver Disease
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Absgtract Experimental studies on alcoholic liver disease (ALD) were reviewed from the aspects of ethanol
metabolism, oxidative stress, inflammation, hepatic steatosis, and hepatocyte apoptosis,and its incidence might be
related to ethanol metabolism, oxidative stress, inflammation, autophagy, hepatic steatosis, and hepatocyte
apoptosis, genetics, mitochondrial dysfunction, and immune-mediated mechanisms; experimental studies reveal
that herbs and herbal compound in the treatment of ALD have the characteristics of multi-ingredient, multi-target,
multi-pathway, low toxicity and side effects, Hence, further research should focus on elucidating the precise

therapeutic mechanisms of TCM against ALD, which could provide more theoretical reference of TCM prevention

Western Journal of Traditional Chinese Medicine,2026 Vol.39 No.2

and treatment of ALD.
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