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Results

Introduction

* Essential thrombocythemia (ET) and myelofibrosis (MF) are

myeloproliferative neoplasms (MPNs) often driven by frameshift DMR-001 shows significantly improved Type 1 and Type 2 mutCALR Figure 3: DMR-001 induces internalization of surface Type 1 and Figure 6: DMR-001 shows greatly improved on-cell binding, inhibition
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mutations in calreticulin (CALR). affinity and PK properties predicted to enable less frequent SC dosing Type 2 mutCALR of pSTAT1 signaling, and inhibition of proliferation in Type 2 mutCALR
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novel, selective, anti-mutCALR mAb with high affinity and anti- Fc status Effector null Effector null Ba/F3-TpoR cells expressing either Type 1 del52 mutCALR or Type 2 ins5 mutCALR were used to 2
proliferative potency against both Type 1 and Type 2 mutations and assess antibody internalization. Test antibodies were mixed with a pH-sensitive dye that is highly . :
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integrated fluorescent intensity per well normalized to cell confluence assay was used to measure phos-STAT1 signal. The plot shown is a representative run, and the fold
. ' decrease in IC50 relative to mutCALR reference antibody is an average of 4 independent experiments.
Illustration 1:
* C) Cells were incubated with antibodies for 3 days. A CellTiter-Glo assay was used to assay cellular
Expected Ph1 Dosing SC Q4W IV Q2W proliferation. The graph shown is a representative run, and the fold decrease in IC50 relative to
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(A) Normal function of wild-type calreticulin (wtCALR), with TPO-dependent Time (s) Time (s) (CDC) against ELF153-TpoR target cells expressing either Type 1 del52 mutCALR or Type 2 ins5 g Cynomolgus monkeys were dosed with 30mg/mg
activation of TpoR. (B) Ligand-independent signaling in the context of mutCALR mMutCALR. ELF153 cells express CD33, therefore gemtuzumab (anti-CD33) was used as a positive O 1°'5 test article and PK followed out to 63 days. The
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Type 1 del52 were DMR-0010.02-2.5 nM and mutCALR reference mAb 0.02-10 nM (A), and in Type 2ins5 Figure 5: DMR-001 shows strong on-cell binding, inhibition of pSTAT1 f days, compared to the reference antibody which
were DMR-001 0.04-5 nM and mutCALR reference mAb 0.04-20 nM (B). Data shown are fits of the raw . . . .. - . . has a half-life of 3.1 days
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To engineer and characterize an Fc-null, half-life extended mutCALR- A B C = DMR-001
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display libraries to identify clones specific to the mutCALR epitope of the [Antibody] (nM) [Antibody] (ug/mL) [Antibody] (ug/mL) Ba/F3-TpoR cells expressing Type 1 del52 mutCALR were used for (A), (B) and (C). A) DMR-001 on-
C-terminus. Target specificity was increased through affinity maturation cell binding was assessed by flow cytometry. B) Cells were incubated with antibodies for 2 hours. A * The global Phase 1/1b CLARITY-101 study of DMR-001 in mutCALR-driven
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. . - S e A) An ELISA assay demonstrates no binding of DMR-001 to wtCALR. B, C) DMR-001 binding was assessed independent experiments. C) Cells were incubated with antibodies for 3 days. A CellTiter-Glo assay MPN (ET and MF) patients was Initiated in mid-2026 following health authority
selection agal.nSt. TYPe 1and TYpe 2.mu.tCALR antigens. Antibodies were against wtCALR expressed in Ba/F3-TpoR cells. Thapsigargin treatmentinduces ER stress (C), which was used to assess cellular proliferation. The graph shown is a representative run from at minimum approvalin Australia; the Phase 1 program is expected to initiate in other
evaluated for inhibition of proliferation in Type 1 and Type 2 Ba/F3 cell translocates wtCALR to the cell surface. DMR-001 did not bind to cell-associated wtCALR. Control 12 independent experiments. geographiesin the second half of 2026.
lines to further refine potency. WtCALR antibody was included in (A-C).

To learn more about the CLARITY-101 trial and opportunities to participate, contact clinicaltrials@damoratx.com
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