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Background Results

« Despite recent progress in the treatment of triple-class R/R (relapsed/refractory to a proteasome _ _ - - _ -
inhibitor, immunomodulatory drug or anti-CD38 antibody) MM, patients remain in need of novel Demographlcs and Disease Characteristics Prellmlnary Results for SEA-BCMA Antitumor ACtIVIty

therapies with manageable toxicity and non-cross-resistant mechanisms of action.
« BCMA is expressed in most MM plasma cells.’
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* Preliminary data from expansion cohorts suggest that both the SEA-BCMA intensive dosing
schedule and combination with DEX may further increase clinical activity.

nirogacestat (GSI) + H Pharmacokinetic Analysis * A new expansion cohort (Part C2) combines these 2 strategies (SEA-BCMA intensive dosing
pl= schedule and combination with DEX) and is currently enrolling.

. . . ) ] ] « Additional combination expansion cohorts are ongoing (SEA-BCMA + pomalidomide + DEX; Part D)
Serum SEA-BCMA Exposures Increased Proportionally with Increasing Dose with a Half-life of Approximately 10 Days or planned (SEA-BCMA + nirogacestat + DEX; Part E).

« SEA-BCMA shows potential to provide R/R MM patients with the option of a novel therapy with
manageable toxicity and a non-cross-resistant mechanism of action.
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