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Fig. 1 - NAV-003’s unique epitope & configuration
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A) Deglycosylated NAV-003 (DeGly) shows loss of Fc binding as planned B) DeGly NAV-003
still retains the ability to kill patient-derived mesothelioma (NCI-Meso063) by engaging human

NAV-003 is refractory to CA125 binding (A) and shows unaltered CD16a engagement in
the presence of CA125 (B), in contrast to the CA125-sensitive SS1 antibody. C) NAV-003

A) NAV-003 binds to MSLN’s region III closest to the cell membrane. Other a-MSLN antibodies, such
as SS1, bind to region I (96%) or region 11 (3%) and must compete with other factors, like CA125, for

PBMCs via CD3. C) NCI-Meso63 PDX lesions express both CA125 and MSLN. D) Top, in vivo
study outline. Bottom, both NAV-003 and DeGly NAV-003 show significant anti-tumor efficacy.

MSLN binding. B) NAV-003’s configuration comprises an a-MSLN full-length 1gG for optimal serum

elicits greater cytotoxicity against CA125-positive OVCARS3 cells compared to SS1-CD3, a
half-life + an a-CD3¢ scFv component fused to IgG LC in an optimized configuration for T-cell activation.

bispecific derived from SS1 antibody, which binds region I and is inhibited by CA125.




