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Histologicl Changes of Rat Brain by HBO: Is It
Artifact, Ischemia or Oxygen Toxicity ?
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The histological changes were examined in the
brain of rat which showed transient neurogenic
disorders by hyperbaric oxygenation (HBO).
Twelve rats were devided into 4 groups; group I
(n=3) were for control, group II (n=3) received
HBO of 2.5 ATA for 8 consecutive days, group III
(n=3) received HBO of 3.5 ATA for 4 days, group
IV n=3) received HBO of 3.5ATA for 6 to 8
days til convulsion occurred Rats of group II
and Il showed no neurogenic disorders except one
which showed ataxia at 4th day of HBO of 3.5

SRKFEERE /B

ATA. Three rats of group IV with convulsion
and one of group Il with ataxia recovered within
one hour after HBO. Rats of group I had over-
stain and slight atrophy of some neurons that
seemed to be artifact. Rats of group II had atro-
phy of some neurons in substantia nigra. Rats of
group III had disappearance of Nissl body and
atrophy of neurons and edema of interstitial
space especially in substatia nigra. Rats of
group IV had necrosis of some neurons and

fibrous gliosis in substantia nigra. These find-
ings were differant from ischemic change in some
points, but it needs further examination to con-
clude that these histoligical changes were caused
by oxygen toxicity.
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