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[ Abstract]

mortality rates. The degree of brain injury after SE is a key factor related to the prognosis of patients. The

Status epilepticus (SE) is a common neurological emergency with high disability and

specific mechanism of brain injury after SE could be studied by combining pathological changes and

molecular level changes. This paper summarizes the research progress of SE pathology and the underlying

mechanism to provide a theoretical basis to explore new therapies and diagnostic methods of SE.
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Figure 1  Optical microscopy findings.
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Immumohistochemical staining (ABC) x 400 In mice hippocampus of normal control

group, DCX protein was mainly expressed in dendrites and axons of the cell body (Panel la). On the 1st week after SE, DCX positive
cells of granular cell layer in hippocampus of SE model group increased gradually (Panel 1b). On the 4th week after SE, the number
of DCX positive cells of granular cell layer reached the peak (Panel 1c¢). On the 8th week after SE, the number of DCX positive cells

of granular cell layer showed a decreasing trend (Panel 1d).
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Figure 2

(Panel 2d).
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Optical microscopy findings of hippocampal CA3 region in pentylenetetrazole kindling rat model of epilepsy. Timm
staining  x 200 Timm granules were not seen in the start layer and pyramid layer of CA3 region in nomal control group (Panel 2a).
Timm granules were found in the start layer of CA3 region 3 d after epileptic seizure (Panel 2b). Timm granules were obviously
increased in the start layer of CA3 region 2 weeks after epileptic seizure (Panel 2¢). Timm granules reached the peak in the start layer
of CA3 region 4 weeks after epileptic seizure. Densely stratiform Timm granules were continuously distributed along the CA3 region
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Figure 3  Optical microscopy findings. Immumohistochemical staining (ABC) x 200 Capillaries of hippocampal hilus in normal
control group ran regularly and were mainly parallel to the long axis of hippocampus (Panel 3a). On the 7th day of SE, the distribution
of capillaries of hippocampal hilus was mildly irregular, and a few capillaries traversed the granular cell layer (Panel 3b). On the
14th day of SE, the distribution of capillaries of hippocampal hilus was obviously irregular with increased branches, and more
capillaries traversed the granular cell layer (Panel 3c¢). On the 28th day of SE, capillaries of hippocampal hilus were fractional, the
arrangement of capillaries and lower granular cell layer was loose (Panel 3d).
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