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BACKGROUND CLINICAL RATIONALE STUDY DESIGN & METHODS

* Autoimmune cytopenias (AlCs) are rare, chronic diseases  |n initial clinical studies, gamgertamig has Overview

that include autoimmune hemolytic anemia (AIHA) and demonstrated compelling efficacy in patients with . NCTO07083960 is an open-label, Phase 1b, multinational, NCT07083960 (N=32)
idiopathic thrombocytopenia (ITP), mediated by relapsed/refractory autoimmune hemolytic anemia multiple ascending dose study (Fig. 4) to assess the safety

autoreactive antibodies. (AIHA), with durable benefit observed after and tolerability of gamgertamig in adults with active AICs,

2 . . : .
» Plasma cells are critical drivers of autoantibody production, discontinuation of background therapies®. including AIHA, ITP and mixed forms”. Week 0 1 2 3 52

which express CD38 but not CD19 or CD20. Gamgertamig mediated deep tissue depletion of both . Each gamertamig dose is given as fractionated rrd
plasma cells and CD19+ B cells (Fig.3) in patients, subcutaneous injections over the first two to three weeks Y ——

Dose regimen 4

suggesting the potential for ‘immune reset’ and and then discontinued b expansion
(n=3) (n = 0-5)

 Memory B cells can replenish autoreactive plasma cells,
and express CD19 and CD20 but not CD38. . . .
P a basis for sustained remission off-therapy. Participants who achieve clinical response may taper or ——
Dose regimen 3

« BCMA is expressed across both plasma cells and  Baseline _ Week12 discontinue their background therapies for AlC, per ne3) expansion
memory B cells’, making it an ideal target for achieving L 104'? — investigator judgment. ISlte)
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sustained remission off therapy (Fig. 1). i L Eligibility Dose regimen 2 expansion
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Y * Primary endpoints include safety and tolerability. _ _ _
| . S T _ _ _ _ Figure 4. Study design for Ph1b dose escalation and
56 and gt 5 — == * Key secondary endpoints include pharmacokinetics and expansion cohorts.
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B Cell ! : : : : injections (purple arrows) at the start of the study and are
- - - Key exploratory endpoints include efficacy, patient-reported foJIIowed ui)pthfough Wee)k 52. Expansion cohorti allow for the

103 0 103 104 1090 100 106 outcomes, biomarkers and glucocorticoid sparing effects. iInclusion of additional participants at each dose regimen.
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Figure 1. Pathophysiology of AlICs and surface antigen expression. Figure 3. Bone marrow B cell frequency?. . Up to 32 participants 2CroSs approximately 12 study sites
Both memory B and plasma cells are central to pathophysiology of AlCs. Flow-cytometry data detailing the frequency of CD38+/CD138+ (in the United States and Australia)

CD19 and CD20 are expressed on memory B cells but not plasma cells. plasma cells and of CD19+ B cells from bone marrow samples
CD38 is expressed on plasma celis and BCMA Is expressed on both. taken at baseline and Week 12 aiter gamgertamig dosing. Note: *Patients with antiphospholipid syndrome (APS) are included at sites outside of the US

 Gamgertamig (OM336/CM336) is an investigational

BCMAXCD3 T cell engager (TCE) antibody designed to

deplete BCMA-expressing cells (Fig. 2), with a detuned CD3 CONCLUSIONS REFERENCES ACKNOWLEDGEMENTS

binding a(;T WT;]Ch ggxﬂﬁ'dgggigﬁrapeum window | " | | ) Gamgertamig (OM336/CM336) is being developed by Ouro
compared 1o other X S Patients with relapsed/refractory AlCs need 1. Ota, Mineto, et al. "Dynamic landscape of immune cell-specific Medicines in countries outside of Greater China (where Keymed

(detuneq) ATBCVA . additional safe and effective therapy options. gene regulation in immune-mediated diseases." Cell 184.11 Biosciences is the sponsor).
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sustained remission off-therapy. 2282-2284.

e Figure 1 and 2 made in BioRender. Figure 3 from Zhang, et al. CONTACT IN FORMATION

IgG-like Bispecific Antibody T cell . . . .
The study is open and actively enrolling patients. | . . . .
Figure 2. Schematic and mechanism of action of OM336. y P y JP Copyright © 2025 Massachusetts Medical Society. Reprinted with
OM336 is a bispecific IgG4-based antibody that mediates TDCC (target- permission from Massachusetts Medical Society. For inquiries please contact: czhou@ouromeds.com
dependent cellular cytotoxicity) of both memory B cells and plasma cells.
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