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Early pathological changes of brain after explosive injury of abdomen in pigs

CHEN Xiang-yang, LI Binrchang, ZHANG liang-chao, WU Guo-ping (Research Institute of Field Surgery, Third Military Medical Unwersity, Chongqing

400042, China)

Abstract: Objective To explore the chamacteristics of the early pathological changes of brain in the dogs with abdominal explosive wound.
Methods The morphological changes of brain tissue of the dogs were examined with naked eye, light microscope and electon microscope at differ-
ent time points after explogve injury of the abdomen. Results Small bleeding foci were found by naked eye on the surface of the brain in 12 of 15
animals. Micmwscopically, bleeding of small vessels and myelin sheath with light demixing were obseved in the brain just at the instant after injury.

Obvious edema of neurons and glial cells were noticed in the brain 6 h after injuty. Degeneration of neurons and nerve fibers, and lysis of some

edematous tissue were seen 24 h after injury. Conclusion More serious indirect brain injuries are caused by explosive wound of abdomen rather

than gunrshot through abdomen. The pathological changes of the brain develop rapidly with the time lasting after injury.
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Fig3 Myelin sheath with obvious demixing and microfilament with
degeneration in brainstem 24 h after injury (TEM><4 000)
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Fig1 Bleeding foci in brain cortex (HEX 100)
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Fig2 Myelin sheath with light demixing and deformation in brainstem R
immediately after injury (TEMX 6 000)
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