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[ Abstract] Acute myeloid leukemia (AML) is a common and refractory hematological malignancy that requires to develop new structures and
mechanisms to treatment due to its high heterogeneity and resistance. Exportin 1 (XPO1), which is one of the important transporters of nuclear trans-
port and highly expressed in cancer cells, has became novel targets for antitumor drugs research and development. The first generation XPO1 inhibitor
of selinexor has been approved by the Food and Drug Administration (FDA), but it has some problems such as high toxicity. Eltanexor is a second
generation XPO1 inhibitor, which has the advantages of reducing blood brain barrier penetration, low toxicity, and great tolerability in clinical and

preclinical studies. The properties, mechanism, target characteristics and clinical trials of eltanexor were reviewed in this article.
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