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Assessment of immune resistant mechanism in malignant glioma
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We analyzed PD-L1 (Programmed cell death ligand -1) and various tumor

infiltrating lymphocytes (CD4+, CD8+) and macrophages (CD68+, CD204+) immunohistochemically in 71
samples of patients with newly diagnosed malignant glioma. PD-L1 expression was observed in 21.1% of
71 samples. CD4+ and CD8+ cells were significantly associated with PD-L1 expression but not with
IDH (isocitrate dehydrogenase) 1/2 mutation status and MGMT (O-6-methylguanine DNA
methyltransferase) promoter methylation status. Among 44 patients with glioblastoma, IDH-wildtype,
PD-L1+/immune cell+ group consisted of 10 cases (22.7%), whose median overall survival (MST) was 21.
3 months. PD-L1-/immune cell+ group consisted of 20 cases (45.5%), and the MST was 12.5 months,
which was shorter than that of PD-L1+/immune cell+ group. This study might contribute to develop new
therapeutic approaches according to the different 1mmune resistant mechanism.
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