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BACKGROUND METHODS

XPO1 + JAK inhibition: Targeting key drivers of disease biology in myelofibrosis'- Study design of SENTRY

A global, double-blind, randomized, placebo-controlled Phase 3 study

Myelofibrosis pathophysiology Dual targeting of JAK-STAT signaling and XPO1-mediated nuclear export

« JAK-STAT activation drives malignant clone proliferation, splenomegaly, and disease-related symptoms enhances depth of response and may improve disease control

« XPO1 activity is essential for MPN cell survival

Study population Double-blind treatment

- Associated with limited overall survival and progressive clonal evolution JAKi-naive patients with Selinexor 60 mg PO QW
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» Stratified CMH for SVR35
OBJECTIVE: To evaluate the efficacy and safety of selinexor + ruxolitinib in patients with JAK inhibitor—naive NUCLEUS CYTOPLASM © MMRM for TSS
myelofibrosis Data cutoff: February 20, 2026

*Ruxoliinib dose based on platelet count per prescribing information. TBoth endpoints are powered at >80%. *SVR35 was analyzed using a stratified CMH test according to randomization stratification factors. Odds ratios with 95%
confidence intervals and one-sided P-values are reported. §TSS measured by the MFSAF v4.0 (excluding fatigue) analyzed using a mixed-effects model for repeated measures that included treatment group, visit, baseline score, and
stratification factors. Longitudinal least-squares adjusted means with 95% confidence intervals and one-sided P-values are reported.
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RESULTS

Patient disposition and treatment exposure were Selinexor maintained spleen responses despite reduced Higher rates of driver gene VAF reduction 220% with selinexor
similar between arms ruxolitinib dosing + ruxolitinib vs ruxolitinib alone as early as Week 24

Selinexor + ruxolitinib Placebo + ruxolitinib 1000 - VAF reduction 220% at Week 24
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X .U
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(February 20, 2026) o . Selinexor + ruxolitinib Placebo + ruxolitinib
The study opened for enroliment in June 2023; the first patient was randomized on December 29, 2023, and the last patient was enrolled on September 9, 2025. Percentages Average ruon Itl nlb dOse I'ecelved per day (n = 169)* (n = 92)*
reported are based on the number of patients treated. *End of treatment defined as discontinuation of both study treatments. TPhysician decision included proceed to transplant. = Seli 60 QW + litinib = bo + litinib
elinexor mg ruxolitini acepo + ruxolitni *Cochran-Mantel-Haenszel test stratified by randomization factors. Placebo arm scaled 2:1 to compensate for randomization ratio.

Baseline characteristics were well balanced between No difference in AbsTSS between treatment arms at Week 24 Selinexor + ruxolitinib reduced circulating peripheral blasts
treatment arms Both arms demonstrated similar improvement in symptoms vs ruxolitinib alone

Selinexor + Selinexor +
o o e R e e _ . o Patients with peripheral blasts at baseline Patients with no peripheral blasts at baseline
aracteristic (N =235) Aracieristic (N =235) Selinexor + ruxolitinib Placebo + ruxolitinib
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Male 142 (60.4) 61(51.7) MPL 13 (5.5) 8 (6.8) s 1 Selme_x_or - ,,g 0 Placebo + ruxolitinib 2 4 Placebo + ruxoltinib
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Primary myelofibrosis 119 (50.6) 60 (50.8) Others 10 (4.3) 8 (6.8) = (N = 235) - 2
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Peripheral blasts, % TSS (excluding fatigue) -15 -
R&eg:i’;gi:?ﬁ)mnsfusion ) CONEe=0) Ok F0=I50) Median (range) 217 (2.1-539) 19,6 (3.0-58.3) « Reduced circulating peripheral blasts in patients with detectable peripheral blasts at baseline

Dependent at baseline 14 (6.0) 8 (6.8) Mean=SD 22.7+11.9 22.2:13.0 * Reductions in TSS were consistent across symptom domains « More patients with 0% peripheral blasts at baseline maintained 0% through the course of treatment
"Bone marrow was centrally e\aluated. DIPSS comprises four risk categories: low, intermediate-1, intermediate-2, and high risk. 3High molecular risk genes include ASXL1, EZH2, IDHT, IDH2, SRSF2, U2AFT. §Oter included Adjusted absolute mean change from baseline, adjusted mean difference, 95% Cl, and one-sided P-value are based on mixed-effects model for repeated measures adjusted for randomization stratification factors and baseline TSS. Based on post hoc data analysis.

multiple driver mutations, triple-negative, and missing. "ECOG performance status scores range from 0 to 5, with higher scores indicating greater disability.

Significantly higher SVR35 at Week 24 with selinexor + Meaningful overall survival with selinexor + ruxolitinib vs Safety profile was manageable and consistent with known
ruxolitinib vs ruxolitinib alone ruxolitinib alone profiles of both agents, and serious AEs were similar
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Selinexor + ruxolitinib Placebo + ruxolitinib 118 115114 114114 113111101 96 86 71 59 54 50 40 33 27 21 18 15 11 4 2 1 1 O *Three patients total did not receive treatment (n = 1, selinexor; n = 2, placebo) and were exduded from this analysis. tTreatment discontinuation defined as discontinuation of any study treatment, either selinexor/placebo or
(N = 235) (N = 1 18) [ | Selinexor + ruxolitinib Placebo + ruxolitinib ruxalitinib. $£Reasons for death: acute kidney injury, cardiopulmonary failure, drowning, pleural effusion, respiratory failure, and sudden death. TEAEs may reflect contributions from either agent.
OS is defined as the duration from date of randomization to date of death due to any cause. Follow-up time based on reverse Kaplan-Meier method by swapping the censoring status. OS analysis stratified by the randomization
*Cochran-Mantel-Haenszel test stratified by randomization factors. Placebo arm scaled 2:1 to compensate for randomization ratio. stratification factors. Hazard ratio based on Cox Proportional Hazard model with Efron's method of handling ties.

Rapid, deep, and sustained spleen volume reduction SVR35 at Week 24 predicted overall survival irrespective Treatment-emergent adverse events
with selinexor + ruxolitinib vs ruxolitinib alone of treatment Selinexor + ruxolitinib

Percent change from baseline in spleen volume over time SVR35 rates over time Landmark analysis at Week 24 =25t =1
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ollowed beyon ee N ) . . - ’ o . .
No SVR35 at Week 24 180 141 99 62 35 18 2 Three patients total did not receive treatment (n = 1, selinexor; n = 2, placebo) and were exduded from this analysis.
*SVR35 at any time defined as proportion of patients with SVR35 to any post-baseline assessment regardless of visit window before any new anti-MF therapy or disease progression. fn1 = number of patients who completed spleen
assessment or discontinued the study prior to the specific timepoint.
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