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[ Abstract] Objective To explore the abnormal iron metabolism of myeloid cells in the tumor microenvironment of glioblastoma
(GBM) and its impact on disease progression. Methods Primary glioma samples were collected from two patients; one with WHO
grade IV glioblastoma (HG) and another with WHO grade 1II oligodendroglioma (LG). Single-cell sequencing was performed for tran-
scriptomic analysis, and results were further validated using the public database GSE242044 microarray. Kaplan-Meier survival curves
were used to compare the patients’ survival times, and Log-rank tests were conducted to assess the survival differences. Results Fer-
ritin heavy chain 1 (FTHI) and light chain (FTL) were highly expressed in myeloid cells, particularly in neutrophils. Further valida-
tion using public database GSE242044 confirmed the widespread expression of FTH1 and FTL in GBM. Analysis of the correlation be-
tween FTH1 and FTL and myeloid cell markers (CSF3R, FCGR3A, TREM1) revealed a significant positive correlation with myeloid
cell infiltration levels ( P<0.01). Additionally, survival analysis indicated that high expression of FTH1 and FTL and neutrophil infil-
tration were major risk factors for decreased survival in the GBM patients. Conclusions This study preliminarily reveals the potential
mechanism of abnormal myeloid cells iron metabolism in the progression of GBM. It provides new theoretical insights for early diagnosis
and treatment strategies for this disease.
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