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A drug for myelofibrosis treatment: momelotinib
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School of Chemical Engineering and Pharmacy , Wuhan Institute of Technology, Wuhan 430205, China

[Abstract] Momelotinib, a new drug developed by Sierra Oncology biopharmaceutical, is a JAK1/JAK2, and ACVR1/
ALK2 inhibitor. It can not only treat for the treatment of myelofibrosis (MF) by inhibiting the activation of JAK-STAT signaling
pathway, but also inhibit the production of hepcidin mediated by ACVR1/ALK2 pathway to improve the anemia symptoms of
MEF. Sierra Oncology filed a new drug application for momelotinib for the treatment of MF to FDA on June 17, 2022. This re-
view mainly discusses the basic information, pharmacological action and mechanism of action, pharmacokinetics, clinical effi-
cacy, safety, drug interaction and dosage of momelotinib.
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