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Mechanisms of Arsenic Trioxide Used in Cancers Therapy

LIU Huan, Narenmandura*(College of Pharmaceutical Sciences, Zhejiang University, Hangzhou 310058, China)

ABSTRACT: Arsenic trioxide(As,0; ATO) is one of the most effective therapeutic agents for patient with acute promyelocytic
leukemia(APL), common but irreplaceable. Depending on its potential values, it has also been developed for treatment of other
forms of tumors (e.g. liver and lungs cancer). Although As,O; has been studied iz vivo and in vitro for many years, there are some
controversies regarding the usage of ATO for its multi-targeted action. In this review, we focused on the current state of

knowledge with respect to the effect of arsenic trioxide in vivo and in vitro.
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