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* DiSf, Mitocond rial FIGURE 1 | Schematic representation of pathophysiology of traumatic brain injury (TBI). BBB dysfunction caused by TBI insult allows transmigration of activated

) , . . leukocytes into the injured brain parenchyma, which is facilitated by an upregulation of cell adhesion molecules. Activated leukocytes, microglia and astrocytes
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;\/:% Degeneracioln AMDA receptors located on post-synaptic membranes, which allow the influx of calcium ions. Together with the release of Ca** ions from intracellular store (ER),

these events lead to the production of ROS and activation of calpains. As a result of mitochondrial dysfunction, molecules such as apoptosis-inducing factor (AIF)
axonal and cytochrome c are released into the cytosol. These cellular and molecular events including the interaction of Fas-Fas ligand ultimately lead to caspase-dependent
and -independent neuronal cell death, BBB, blood-brain-barrier; ROS, reactive oxygen species; AMPA, a-amino-3-hydroxy-5-methyl-4-isoxazolepropionic acid
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at the lesion site causes glal scar formation, which creates a non-permissive environment that impedes axonal
» accumulation of glutamate and aspartate neurotransmitters in the synaptic space due to spillage from severed neurons




