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Advances on pharmacological effects of astragaloside IV against hepatocellular
carcinoma
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Abstract: Hepatocellular carcinoma is the fifth leading cause of cancer death in the world, with high incidence rate and mortality.
Astragaloside IV is a key active ingredient in Astragali Radix, with a wide range of pharmacological activities. Astragaloside IV inhibits
cell proliferation, induces cell apoptosis, suppresses cell invasion and migration, regulates energy metabolism reprogramming, reverses
tumor multidrug resistance, and regulates the body's immune system to prevent and treat hepatocellular carcinoma. This article
summarizes the research progress on the pharmacological effects of astragaloside IV against hepatocellular carcinoma, in order to
provide a basis for the clinical translation of astragaloside IV in precision treatment on hepatocellular carcinoma and to provide ideas
for the development of new anti-tumor drugs.
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