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CONCLUSIONS RESULTS Greater treatment response with pacritinib for all patients Safety

e Among patients with INT-1-risk MF at baseline, the proportion of patients who « The safety population included 164 patients in the pacritinib group and
achieved SVR >35% was higher in the pacritinib group versus the BAT group 68 patients in the BAT group
. Patients with intermediate-1 (INT-1)-risk myelofibrosis (MF), « This analysis included 150 patients randomized to pacritinib and 62 to BAT (P=0.0004) (Figure 2) o Common Terminology Criteria for Adverse Events grade >3 treatment-emergent
treated with pacritinib, had improvements in spleen size and - Age, gender, platelet count, and hemoglobin were similar between groups « Similarly, the proportion of patients who achieved TSS reduction 250% was adverse events reported in 210% included anemia (19.5% vs 11.8%) and
symptom burden at baseline (Table 1) num%rically greater in the pacritinib group (29.3%) versus the BAT group thrombocytopenia (16.5% vs 7.4%)
° T.oxi.city was acceptable in this subgroup aqd thg safety proﬁ.le was : Ovirl 30% of patients in both groups had no prior JAK inhibitor exposure 0 ,(A‘lcjld?u/gngllgl; 1gg4|gr(c::|cl)gc::;%rzw)of patients who achieved a PGIC response of Stabilitv in platelet counts
similar to what has already been reported in primary analysis (Table 1) “very much” or “much” improved was 38.0% for the pacritinib group versus , yinp , , ,
with pacritinib 8.1% for the BAT group (P<0.0001) (Figure 2) » Median platelet count remained stable from baseline to week 24 in both

» These data suggest pacritinib may be a treatment option for patients groups (Figure 4)

: : = Table 1. Baseline characteristics
with INT-1-risk MF who have splenomegaly and symptomatic disease,

Figure 2. Efficacy outcomes of pacritinib vs BAT in all patients with

including those with platelet count >50 x 10°/L INT-1-risk MF DIPSS Figure 4. Median platelet count over time
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» Although patients with INT-1-risk MF have a better prognosis compared to Race, White, n (%) 132 (88) 57(92) S 30- |— 29.3% % 150 -
those with higher-risk disease, they may experience signs and symptoms of Primary MF diagnosis, n (%) 90 (61) 28 (45) = T 100 -
the disease that could benefit from treatment ._ . , - 20+ o
. Pivotal studies of ruxolitinib and fedratinib only enrolled patients with Time since current MF diagnosis, 1(0.2, 3.6) 1.7 (0.2, 5.9) g S0- — Pacritinib — BAT
intermediate-2 or high-risk MF years, median (IQR) 0 1.6% § 0 . . . . . .
- A Dynamic International Prognostic Scoring System (DIPSS) score of 1-2 is Spleen length, cm (IQR) 11 (7, 16) 14 (9, 17) 0 - ' 0 4 8 - 16 20 24
con§|dereo.| II}IT—l-rlsk with a median survival of 14.1 years (from the time platelet count (x 10°/L), median (IQR) 182 (89, 343) 219 (96, 402) SVR >35% TSS Reduction >50% PGIC ] Weeks
of diagnosis) (n=150) (n=62) (n=82) (n=35)  (verymuchand much) Pacritinib 159 134 129 116 120 107 105
° Ph?scej 3dtrials for pacr:]l‘inib, a JAkKl-Spacrjing inhibitor of JAKZQRAKl/ACVRl, Hemoglobin (g/dL), median (IQR) 11.8 (10.5, 13.3) 11.9 (10.9, 13.2) (n=150) (n=62) BAT 66 60 57 55 47 A5 32
Included patients with INT-1-risk according to DIPSS scoring” . L - . - . o . . .
. Patients with severe thrombocytopenia may have worse prognosis Prior JAK inhibitor, n (%) 5 (3.3 5 (8.1) e e e DS D el e S g e L e e
COmpa red tO IESS CytopeniC paﬁents W|th INT'l'riSk MF BAT, best available therapy; IQR, interquartile range; JAK, Janus kinase; MF, myelofibrosis.
Greater treatment response with pacritinib in patients with platelet Stability in hemoglobin
Breakdown of pooled BAT treatments counts >50 x 10°/L | | | « Median h_emoglobin remained stable from baseline to week 24 in both
AI M , , « In the subgroup of patients with a baseline platelet count >50 x 10°/L, the groups (Figure 5)
» Among jche 68 patients who were treated with BAT group (safety proportion of patients who achieved SVR >35% was higher in the pacritinib
population), the most common treatment was hydroxyurea (51.5%), - ) ] ] ] ]
- To present treatment outcomes for pacritinib versus best available therapy followed by watch and wait (29.4%) (Figure 1) group versus BAT (P=0.0085) (Figure 3) | Figure 5. Median hemoglobin over time
(BAT) in patients with INT-1-risk MF » Similarly, in the subgroup of patients with a baseline platelet count >50 x 10°/L,
the proportion of patients who achieved TSS >50% was 28.6% on pacritinib ., 13-
Figure 1. BAT treatments versus 15.6% on BAT (P=0.2163) (Figure 3) %
M ETH O DS « Similar efficacy results favoring pacritinib versus BAT in achieving PGIC response S 12 0 Q
60 - of “very much” or “much” improved were noted (P<0.0001) (Figure 3) ﬁ -
o]0
« This post—hqc INT-.1-risk §ubgroup analysis evaluated efficacy outcomes 51.5% Figure 3. Efficacy outcomes of pacritinib vs BAT in patients with g o
at week 24 in the intention-to-treat (ITT) PERSIST-1 (NCT01773187) and 50 - INT-1 risk-MF DIPSS and baseline platelet count >50 x 10°/L 2 10
PERSIST-2 (NCT02055781) patients who were randomized >22 weeks prior B -
to study end ] 60 - k5 e
» Outcomes included >35% spleen volume response (SVR), 250% 6-symptom X 0 B Pacritinib B BAT P<0.0001 = 3 | | | | Pal|cr|t|n|b | oAl
Total Symptom Score (TSS) response, and Patient Global Impression of g 30 - 50 - |— 0 4 8 12 16 20 24
Change (PGIC) response, reporting symptoms as “very much” or 2 ] 39.1% Weeks
“much” improved © x40 ~n
. As TSS instrument version was amended from v1.0 to v2.0 part-way 20 - 2 39 =0.0085 Pacrmn'&b 16684 16540 15493 16315 15259 15225 13195
through PERSIST-1, results only included patients completing the % |— BAT
Myeloproliferative Neoplasm-Symptom Assessment Form (MPN-SAF) TSS, 10 - o 204 148% BAT, best available therapy.
version 2.0 (excluding tiredness) 2.9% 2.9% 2.9% | | o | - |
 Treatment comparions of acrtin versus BAT e performed using he 0. 0 T
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