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Enasidenib as a novel drug in treatment of acute myelocytic leukemia

HUANG Danyan
Pharmaceutical Department, Hubei Provincial Hospital of Integrated Chinese and Western Medicine, Wuhan 430000, China

Abstract: Acute myelocytic leukemia (AML) is a common type of leukemia massively afflicting the adults. The incidence of the
disease increases with age with aggressive development, , which pose a severe threaten to human health. Enasidenib (Idhifa®) is the
first inhibitor against isocitrate dehydrogenase2 (IDH2), which is globally approved by FDA for the potent treatment of adults with
refractory IDH2-mutated AML as well as represents a sole therapy through regulating cancer metabolism for the patients with AML.

The mechanism, pharmacodynamics, pharmacokinetics, drug interaction, clinical evaluation, and safety of Enasidenib were reviewed

to provide the beneficial reference for the clinic application in the near future.
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Fig.1 Chemical structure of Enasidenib
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