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Fundings Conclusions
X Transcriptomic and proteomic analyses of patient-paired GBM tissue samples showed that components

related to neurogenesis, myelination, synaptogenesis, antigen presentation and phagocytosis are more
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oce , , present in recurrent tumors. High expression of specific genes such as CD64 in relapsing tumors correlated
SwissLife with shorter time to relapse. A change in the cell composition in the tumor immune environment was

\l | Universitatsspital observed with special transcriptomic, with less macrophages and less microphages in recurrent tumors.

7=l Basa These findings illustrate specific proinflammatory phenotypes that may impact GBM recurrence and may

represent new therapeutic targets to be used after initial removal of the primary tumors.



