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Bicycle® peptides are small (ca.1.5kDa), chemically synthetic, structurally (red) clusters to the NK-tumor
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NK-TICA® molecule consists of chemically coupled Bicycle® peptides that bind symmetry
specifically to the key activating receptor, NKp46, and to tumor antigens, that

results in highly potent, antigen-dependent receptor activation and NK cell
function.
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Figure 6: NK cells demonstrated enhanced tumor cell killing for 3 rounds (A-C). Monitored by an
IncuCyte S3®, NK cells were placed in coculture with GFP-labeled tumor cells (HT1080-GFP) and NK-
TICA® (2 nM). NK cells were treated only once with NK-TICA® and were able to enhance killing of 3 rounds
o RESU LTS of HT1080 tumor cells. (GFP tumor cells were added to the wells for monitoring capability to Kill multiple
rounds of target cells)
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tumor immunity via release of tumor antigens (kill) and activation of DCs/T cells
(cytokines) (Gauthier et al., 2019, Wang et al., 2021).
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supernatants was measured by multiplex assay (MesoScale Discovery) or ELISA. NK cell surface expression
target- and dose-dependent manner. of CD25 was measured at 24hr post co-culture with NK-TICA® and tumor cells (C).
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