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- Future studies
We humanly euthanized 2 cohorts of mice at 3- and 7-DPI via intracardiac perfusion with PBS and tissues were harvest for molecular assays. Days post-injury(DPI)
Our goal is to complete the molecular assays with the tissue samples harvested from the 7-DPI cohort. Additionally, we will
1. Sodium fluorescein (NaFl) permeability assay: mice were injected with 10 mg of NaFl dye in 100 ul of PBS 45 min before perfusion. Reference . _ _ _
: : : : : Cash, A., & Theus, M. H. (2020). Mechanisms of blood—brain barrier dysfunction in traumatic brain injury. International Journal of Molecular follow up with the long-term cohort and potentially assess if there are any long-term effects of DFO on locomotive and
Blood, brain cortex, other central nervous system tissues (brainstem, cerebellum, etc), liver, and gastrocnemius muscle were harvest. oci 21(9). 3344. httos://do; 10.3390/iims21093344
ciences, 21(9), : .ttpS-// _0'-0r8/ .3390/ijms 73348 . _ _ cognitive functions. We also want to test drugs that directly inhibits HIF-PHD activity such as Roxadustat (FD-4592).
Tissues were homogenized in PBS supplement with proteinase and phosphatase inhibitors, and serum separated from blood. Fluorescence Cheng, L., Yu, H., Yan, N,, Lai, K., & Xiang, M. (2017). Hypoxia-inducible factor-1a target genes contribute to retinal neuroprotection.

Frontiers in Cellular Neuroscience, 11. https://doi.org/10.3389/fncel.2017.00020

He, Q., Ma, Y., Liu, J., Zhang, D., Ren, J., Zhao, R., Chang, J., Guo, Z.-N., & Yang, Y. (2021). Biological functions and regulatory mechanisms of ACknOWIedgements
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