Temporal brain transcriptome analysis reveals key pathological events after germinal
matrix hemorrhage in neonatal rats
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Supplemental material

Supplementary figure 1.
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Supplementary figure 1. Differential gene expression after GMH. RNA-seq was performed
on brain samples from control and GMH groups at 6 hours, 24 hours, and 72 hours after
induction of GMH. (A) PCA plot showing the separation of the different groups with regard to
treatment as well as time point. (B) Venn diagram of significant DEGs in control versus GMH

groups at the different time points. All DEGs had an adjusted p-value < 0.05. C: control, B:

GMH.
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Supplementary figure 2. GMH induced immune cell infiltration at 72 hours after insult.
The proportion of different types of immune cells in the brain after GMH shown as a histogram
in (A) and as a heatmap in (B) based on the RNA-seq deconvolution algorithm method using

the immune cell databases XCELL and MCPCOUNTE. C: control, B: GMH.
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Supplementary figure 3. IPA predicted the involvement of multiple DEGs in the



ferroptosis signaling pathway at 72 hours after GMH. The ferroptosis pathway was analyzed
using IPA at 6 hours (A), 24 hours (B), and 72 hours (C) after GMH. Genes with red color: up-

regulation, and green color: down-regulation.



