CAPTN-3 unique design demonstrated by 2 novel platform trispecific T Cell engagers
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** NKG2A is consistently accompanied by tumor expression of 5T4 or TROP2, marking
the power of NK arm inclusion in CAPTN-3 platform

BACKGROUND

 CAPTN-3 is a novel platform of conditionally activated tri-specific antibodies, which uniquely unleashes both innate and (A)  HLA-E and NKG2A (B) 5T4 and NKG2A (C) TROP2 and NKG2A Figure 5: Transcriptomic analysis
adaptive anti-tumor immunity (Figurel). “ T p<0.0001 . " p<0.0001 e 1 peo.0001 g of approximately ~11,000 primary
10 1 : % : : o ' cancers (TCGA). NKG2A and HLA-E

e Our platform targets an emerging inhibitory checkpoint axis—HLA-E/NKG2A—which plays a key role in suppressing NK cells
and highly cytotoxic T cells within the tumor microenvironment, both broadly and especially following treatment (Figure 3).

expression in tumors demonstrates
an invariant relationship (A). NKG2A
expression was strongly correlated
to 5T4 (B) and TROP2 (C) expression,
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axis, leading to effective anti-tumor response (EACR 2025).
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Figure 3: Post-therapy upregulation of HLA-E / NKG2A: a potential adaptive immune-escape axis

The NKG2A-HLA-E immune checkpoint often becomes more relevant after treatment, since tumors upregulate HLA-E in response to therapy (A), immune cells upregulate NKG2A following

activation or chronic stimulation (B, C) ,and this creates a new inhibitory axis that suppresses anti-tumor immunity (D-F). Therefore, combining NKG2A blockade with other therapies is Potent anti—cancer activity Of CD3XTRO PZXN KG 2A against multlple cancer ceII Iines

considered synergistic and mechanistically justified, especially in resistant or post-treatment disease. (Ranti, Yu, Salomé, BIORXIV/2022/483198)
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RESULTS ¢ Sustained tumor regression is demonstrated by IM1305 in TNBC humanized mice
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 CAPTN-3 showcases its platform's ability to achieve sustained tumor regression using two distinct tri-
specific antibodies.

 CAPTN-3 candidate development is ongoing towards FIH studies.
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