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BACKGROUND:

EBC-129 is a humanised 1gG1T mAb (EBC-092), linked to monomethyl auristatin E (MMAE) via
the cleavable mc-vc-PAB linker and a DAR of 3.5. It targets a conformational epitope unique to
N256-glycosylated CEACAMS & CEACAMG6 (N256 C5/C6) which confers tumour specificity. EBC-
129 can internalise and inhibit tumour growth independently, via both receptors, see Fig. 1.

RESULTS - Safety & PK RESULTS - Efficacy

Of 18 evaluable pts, there were 3 PRs (2 oesophageal adenocarcinomas and 1 pancreatic
adenocarcinoma), and 8 patients with SD. 3 pts are currently still ongoing (Figs. 5 and 6).

As of 13 Aug 2024, 18 pts received >1 dose of EBC-129 (see demographics). The MTD
was 2.2 mg/kg,. Two DLTs were observed (G4 febrile neutropenia @ 2.2 mg/kg; G3 AST
T @ 2 mg/kg). The most common TRAEs were Gr 1-2 infusion-related reactions (83%).
Transient Gr 3/4 neutropenia was the most common G3/4 event. No recurrence was

Figure. 5. Patient duration on treatment and time to response
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* Parental mouse IgG1 mAb of EBC-092
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