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Abstract: Dihydroartemisinin (DHA) is a derivative of artemisinin, which has good anti-malarial and anti—tumor effects. Digestive tract tumors such as
gastric cancer, liver cancer, esophageal cancer, and colorectal cancer account for a large proportion of all tumors, resulting in a huge number of deaths
each year. Studies have shown that DHA has a good inhibitory effect on digestive system tumors, and DHA has been used to treat various digestive
system tumors clinically. This article reviews the effects and molecular mechanisms of DHA on digestive system tumors such as esophageal cancer,

gastric cancer, colorectal cancer, liver cancer, pancreatic cancer and gallbladder cancer, and lays a foundation for further research on DHA in the

treatment of digestive system tumors.
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