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Background

Primary blast traumatic brain injury (TBI) is highly prevalent among military personnel,
yet its underlying neuropathology remains poorly defined.

Experimental primary blast TBI results in limited APP+ axonal pathology, in contrast to greater numbers of
swollen axonal profiles after non-blast rotational acceleration TBI
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« Swine model of primary blast TBl: Female swine (n=14) were exposed to a compressed-gas shock 5 mm
tube generated blast wave, producing an average peak overpressure at 283.9 = 130.9 kPa, along with
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animals (n=3) received all procedures described above except for blast exposure.
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« Immunohistochemistry (IHC): standard FFPE process, followed by HIER, overnight 1° Ab incubation L v ' S iy 009 Cor S e NN e RO Y e Hei \
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