Microglia-specific disruption of sialic acid-Siglec-9/E interactions:
A novel immunotherapy against glioblastoma?
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2. Increased tumor-infiltration of immunosuppressive MdCs upon MG activation
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METHODS

4. MdC .S‘éqlece knockout induces antigen cross-presentation and cross-priming of CD8+ T cells and synergizes with
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5. Genetic targeting of sialic acids, the ligand for Siglec receptors, induces strong innate and adaptive immune

response
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