Pacritinib Is a Potent ACVR1 Inhibitor with Significant Anemia Benefit in Patients with Myelofibrosis
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BACKGROUND

* Anemia is present in approximately 40% of myelofibrosis (MF) patients at diagnosis, develops in
almost all MF patients over the course of the disease,’ and is associated with poor prognosis.?

RESULTS
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Figure 5. Overall Survival
 Pacritinib is 4 times more potent than momelotinib against ACVR1 (Table 1).
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may function in conjunction with
IRAK1 and JAK2 inhibition to
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liver cancer cells stimulated with BMPG6 in the presence of JAK2 inhibitors (pacritinib,
momelotinib, fedratinib, and ruxolitinib).

BMP6=bone morphogenic protein 6; Ctrl=control; Fed=Fedratinib; Mmb=momelotinib; Pac=pacritinib; Rux=ruxolitinib; Veh=vehicle.
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* After adjusting for baseline transfusion rate HR, = 0.64 (95% CI: 0.23-1.76)
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