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Introduction 1/ BICKI®IL7 : Preferential targeting and synergistic activation of PD-1+ experienced T cells 2/ Improved pharmacokinetics

Despite the clinical success of PD-(L)1 therapy over other

cancer treatments, most patients are resistant to the therapy. To Preferential cis-targeting on Superior IL-7R cis-signaling into Synergistic reactivation BICKI®IL7
counteract de novo and acquired resistance mechanisms, we IV injection
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C57bl6Jr) mice were intraveously injected with one dose of BICKI®IL7 molecules
(35nm/kg). Blood was collected after multiple time points and antibody
concentration was quantified by ELISA using an anti-human Fc specific assay.

Cis-activity and Cis-targeting was performed by co-culturing CPDe450 labeled U937 cells expressing hCD127+ only and CPDe670 labeled U937 cells co-expressing hPD1+ and hCD127+. Binding was measured on each cell
type by flow cytometry using an anti higG-PE and by flow cytometry pSTAT5 activity (IL-7R) was quantified after 15 min incubation with traitement and intranuclear staining with the Anti pY694/STAT5-APC. TCR signaling
activation (NFAT) was assessed using a PD-1 promega assay™ - PD-1+ Jurkat cells coexpressing RE-NFAT-luc was co-cultured with aAPC CHO PDL1+ target cells +/- antibodies during 6 hours, then Bioluminescence
measuring NFAT activation was quantiffied
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3/ Efficient in vivo anti tumor activity in orthotopic syngeneic models

4/ BICKI®IL7 selectively expands 5/ Efficient in vivo efficacy in lusi
stem-like Tpex cells in vivo humanized mice Conclusion

BiCKI®IL-7

Significant efficacy in PD-1 resistant model
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