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Table 2. Updated Real-World Baseline Patient and
Disease Characteristics

Before 2016 | After 2016 | Before 2019 | After 2019
(N=54) (N=42) (N=69) (N=27)

Figure 3. Median OS After RUX Discontinuation in the
Real-World Population by Time of Diagnosis

Figure 2. mOS for Imetelstat (IMbark) and BAT
(Moffitt) (A) for Unweighted Analysis, (B) After ATO
Weighting, and (C) After sIPTW Weighting

Background

« Myelofibrosis (MF) is a myeloproliferative neoplasm characterized by

Updated OS Analysis of IMbark Versus Real-World Population

A. Before/After 2016
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ATO, average treatment effect for overlap population; DIPSS, Dynamic International Prognostic Scoring System; i The mOS Of patients diagnOsed after 2016 and 2019 was

Diagnosis after Diagnosis after
l 2016: n=42 l 2019: n=27 ET, essential thrombocythemia; Int, intermediate; JAK, Janus kinase; MF, myelofibrosis; PV, polycythemia vera; e g . .
RUX, ruxolitinib; sIPTW, stabilized inverse probability treatment weighting. significantly longer than for those diagnosed before these time
points (Figure 3)

AHSCT, allogeneic hematopoietic stem cell transplantation; RUX, ruxolitinib.
a0ther includes canakinumab trial, danazol, darbepoetin alfa, epoetin alfa, erythropoiesis-stimulating agent, calreticulin-

BAT, best available therapy; JAKi, Janus kinase inhibitor; MF, myelofibrosis; g3w, every 3 weeks; RUX, ruxolitinib. aAt time of informed consent for the IMbark population and at RUX discontinuation for the Moffitt Cancer Center
CD3 bispecific antibody, peginterferon, splenic irradiation, unknown, and none.

aPatients with baseline platelet <50x10°/L (n=28) or missing transfusion status (n=2) were removed. population.
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