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Differentiation of MAIT engager to CD3 engager
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with a CD3 CD3 MAIT _ :
engager engager engager control  MAIT cells are an abundant, potent, cytotoxic T-cell subset: THE RIGHT NUMBERS

10% |
( -

« MA
 MAIT engagers lead to efficient cancer CYTOTOXICITY and local proinflammatory cytokine release

Upon engagement with HER2-expressing cells, the MAIT engager binds and
activates MAIT cells causing degranulation and MAIT cell proliferation.
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- engagers are as potent as classical CD3 T-cell engagers: THE POTENCY
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« MAIT engagers ONLY activate MAIT cells whereas, CD3 engagers activate T-regs and all other T-cell subsets (Immune
suppression in TME): NO SUPPRESSION BY REGULATORY T CELLS AND FREE TO KILL

Substantial difference in cytokine release from PBMC mixture between a MAIT engager and a CD3 engager: THE SAFETY
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 MAIT engagers can redirect human tumor resident MAITs to eliminate cognate tumor in ex vivo setting: THE EFFICACY

« MAIT engagers permit the generation of an EFFECTIVE THERAPEUTIC WINDOW which will allow the successful

PBMCs redirected by T-cell engager at increased concentration, coculture with OVCARS cells at. E:T = 10:1, Activation (CD69 frequency at 24 hr) and Proliferative treatm e nt Of SOI Id tu m O rS Wlth a n Off-th e ) S h e |f e n gage r a p p rOa C h
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Freshly prepared CD8 population.HCT-116 cancer cell line

SKOV3 cells plated. Freshly isolated CD8 population co-cultured for 16 co-cultured with CD8s and BiXAb®s for 5h days. E;T ratio = Fresh:y precszar-eﬁl Cbs pop;ulqtiorg(rSDKOVB cC?ncer c.eII Iir?e ~
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population (CD161low/med) (CD161low/med) population. 1:1. FACs read out gaited on MAIT population.
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