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Research progress on anti-leukemia of traditional Chinese medicine terpenoids
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Abstract: Leukemia is the most common malignant clonal disease in the hematopoietic system, and has become a major disease
threatening global human health. Traditional Chinese medicine terpenoids are widely natural isoprene metabolites, with significant
biological activity. The anti-leukemia effect of traditional Chinese medicine terpenoids is mainly achieved through key mechanisms,
such as regulating multiple signaling pathways to induce cell apoptosis, inhibit cell proliferation, induce ferroptosis, and promote cell
differentiation. This article summarizes the research progress on the pharmacological effects of traditional Chinese medicine terpenoids
on leukemia, aiming to provide a basis and research direction for treatment of leukemia with traditional Chinese medicine.
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