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Immunosuppression and Angiogenesis in NSCLC
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Our role: Creative Proteomics provided MS-based glycomic profiling service to Our Contribution (C reative Proteomics)
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LUAD models, enabling identification of key downstream glycoproteins Key Findings
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ST6GalNAc-I is a tumor-associated sialyltransferase that generates ST6GalNAc-I-KO LUAD cells. Pathway annotation
STn-related glycans. This study shows that ST6GalNAc-I is highly linked these changes to immune response,
overexpressed in aggressive LUAD and drives immune suppression, apoptosis, and protein stability, nominating NECTIN2 — . . . . .
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* Glycomic profiling is well suited to perturbation-based mechanism
B VARSI T Finding 2 | ST6GalNAc-l promotes immune studies in cancer progression and metastasis
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 Define the role of ST6GalNAc-I in tumor cell sialylation during LUAD
progression.
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* Determine how these pathways regulate immune evasion,
angiogenesis, and metastasis in NSCLC.
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Two mechanistic axes emerged as central to LUAD progression: NECTINZ TIGIT TIGIT/CDA KP2075 lung tumor  Data depth demonstrated in this case: profiling was performed in
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downstream target of ST6GalNAc-I and MUCSAC.
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« MUCSAC/VCAN-V1 axis for glyco-angiogenic remodeling and
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e Teel TG and angiogenic remodeling. VCAN-V1 emerged as a oy - changes with biologically relevant phenotypes and validation-ready
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Contact us to discuss a customized analytical strategy for your next
project.
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The ST6GalNAc-I/MUCSAC axis regulates VCAN-V1, endothelial
activation, and tumor angiogenesis in LUAD.
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