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[ Abstract] Dihydroartemisinin ( DHA) is an important derivative of artemisinin. It has great potential value in the tumor

treatment. The cellular responses of DHA towards cancer cells include inducing apoptosis, accelerating iron-mediated oxida-

tive damage, inhibiting angiogenesis, invasion and metastasis, as well as regulating cell cycle, autophagy and immune sys-

tem. DHA is also a potential new drug to reverse multidrug resistance of tumor cells. In recent years, great progress has been

made in basic research and clinical practice on the antitumor effects and mechanisms of DHA. It is expected to make a fruit-

ful breakthrough in clinical application.
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