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Selinexor Plus Ruxolitinib in JAK Inhibitor—naive Myelofibrosis:
Introduction Phase 3 SENTRY Trial
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Myelofibrosis (MF) is a hematologic malignancy characterized

Ruxolitinib, the current standard of care, reduces splenomegaly and

Improves symptoms; however, responses may be suboptimal or Results Consistent SVR35 Benefit Observed Across Prespecified Subgroups Meaningful OS With Selinexor + Ruxolitinib vs Ruxolitinib Alone
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September 9-1 2, 2026, Houston, Texas, USA repeated measures; MPL, myeloproliferative leukemia protein; MRI, magnetic resonance imaging; OR, odds ratio; OS, overall survival; PO, orally; PV, polycythemia vera; QW, once weekly; R, randomization; SD, standard deviation; STAT, signal transducer and activator of transcription; SVR35, spleen volume reduction of at least 35%; TEAE, treatment-emergent adverse event; TSS, total symptom score; XPO1, exportin 1.

Abbreviations: AbsTSS, absolute mean change in total symptom score; AE, adverse event; BID, twice daily; CALR, calreticulin; CI, confidence interval; CMH, Cochran-Mantel-Haenszel; CT, computed tomography; DIPSS, Dynamic International Prognostic Scoring System; ECOG, Eastern Cooperative Oncology Group; ET, essential thrombocythemia; HR, hazard ratio; Int, intermediate; ITT, intention-to-treat; JAK, Janus kinase; JAK2, Janus kinase 2; JAKIi, JAK inhibitor; MF, myelofibrosis; MFSAF, Myelofibrosis Symptom Assessment Form; MMRM, mixed-effects model for



