OM336, a B cell maturation antigen (BCMA) targeting T cell engager antibody, demonstrates initial
safety and efficacy in the treatment of relapsed/refractory multiple myeloma (R/R MM)
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Background

Ongoing Ph1/2 Study in Patients with R/R MM
« Chimeric antigen receptor T cell therapies (CAR T) targeting B cell
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antigens (e.g. CD19, BCMA) have demonstrated compelling efficacy for
the treatment of B cell-related malignancies, but present logistical and 3/20/80/160 mg (n=22)

technical challenges for drug production and administration.
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« T cell engagers (TCEs) can achieve potent depletion of B cell lineage
populations and offer the opportunity for a favorable profile vs. CAR T,
without the need for leukapheresis and preconditioning, as well as off-the-

Compelling mechanism of action for autoimmune cytopenias

with initial clinical validation under compassionate use

* |t was hypothesized that OM336 could induce “immune reset” in autoantibody-driven diseases by
depleting both the antibody-producing cells and the B cell memory compartment (Figure 7).
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patients with R/R MM (NCT05299424 in China).

Patients had received 2 or more prior lines of therapy (e.g., proteasome
inhibitors, immunomodulatory drugs, anti-CD38).

OM336 is dosed to all patients via weekly subcutaneous injections until
disease progression. Initial cohorts received fixed weekly doses; later
cohorts (denoted as “a/b/c”) received intra-patient step-up dosing, with
continued weekly injections at the highest dose.

* Prior case studies with a BCMA-targeting TCE have resulted in treatment-
free remissions across various autoimmune indications, with comparable
immunophenotypic changes as observed following CAR T treatment34,
suggesting the potential for an “immune reset.”

OM336 is a novel BCMA TCE
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Figure 7. Mechanism of action of OM336 in autoimmune cytopenias. OM336 has been shown to deplete both plasma cells
and early lineage B cells in R/R MM, and thus has the potential to induce “immune reset” in antibody-mediated diseases,
including autoimmune hemolytic anemia (AIHA) and immune thrombocytopenia (ITP).
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« Two patients with autoimmune hemolytic anemia (AIHA) that was relapsed/refractory to multiple drugs,
including autologous CD19 CAR T therapy, were treated with OM336 in a compassionate use trial®
(Figure 8).

OM336 was administered in a fractionated fashion over 5-6 injections and then discontinued.

« Rapid clinical activity (including hemoglobin normalization within 3 weeks) was observed, with durable,
treatment-free remissions ongoing at 6 months without blood transfusions.

« There have been no events of CRS, ICANS or infections.

Promising initial efficacy and manageable safety profile

«  OMS336 is an investigational, novel, Anti-BCMA

1+1 BCMAXxCD3 TCE with an 1gG4
backbone (Figure 1).

« The binding affinity of OM336 for CD3
has been de-tuned, in order to

observed in R/R MM including depletion of CD19+ B cells }
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