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Our data suggest that fatty acid metabolism R_|G"1 or MDAS signiticantly reduced IFN-beta and CXC'—lQ levels, with To study the role of FASN in immune evasion within GBM, spatial multiplexing and flow cytometry were performed on irradiated GL261 tumors
regulates the immunogenicity of irradiated GBM and ~ trPlé knockdown of CGAS+RIG-I+MDAS further suppressing IFN-beta  treated with systemic pharmacological inhibition of FASN. Density assessments in the tumor core and margins revealed that FASN inhibition, in
highlights FASN as a key driver of immune production. These findings suggest that both dsDNA and dsRNA sensing  combination with RT, enhances infiltration of CD8+ T cells and CD11c+ cells while reducing Treg infiltration. Flow cytometry analysis showed
evasion and a potential target to enhance the pathways drive IFN-I induction in irradiated FASN-deficient GBM cells. activation of CD8+ and CD11c+ cells. Immunofluorescence confirmed increased presence of CD8+ and CD11c+ cells in CT2AshFASN tumors

immunostimulatory effects of RT in GBM. Thus, (n=3). This effect was lost when the IFN-I pathway was blocked with anti-IFNAR, suggesting that



