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Oxygen toxicity in brain injury patients evaluat-
ed by clinical convulsion and EEG paroxysm
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Authors studied the incidence of central nerv-
ous system oxygen toxicity in 218 brain injury
patients through clinical convulsion or EEG par-
oXysm.

In 191 HBO (hyperbaric oxygenation) cases,
two cases (1%) developed convulsion under 2

ATA which subsided by ceasing oxygen adminis-

tration.
In 159 EEG test cases, four cases (3%) revealed
EEG paroxysm under hyperoxemia which also

KRB E BT IE « v & — RSt
HERIMOERR L v 2 -EBREBRERE

CEiRSE - BFE) KE3EA : Hi3zr B kb
#4H8 (7510 MHEHMEH2-2-37)

subsided by stopping oxygen inhalation.

In 218 cases, six cases (2.7 %) presented signs of
CNS toxicity evaluated by convulsion or EEG
paroxysm. In 218 cases, seven cases had history
of convulsion and three of them (43 %) developed
convulsion or EEG paroxysm under hyperoxemic
environment.

Cerebrovascular reactivity to hyperoxemia (“O,
response”) to maintain homeostasis of brain will
be disturbed in some cases with brain injury and
these patients are vulnerable to present signs of
oxygen toxicity. Attention must be paid when
HBO therapy is scheduled for brain injury
patients, especially for those having history of
convulsion.

(author’s abstract)
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##& (EEG check) #17 - 72188 DiEE » H T
IEGITH B, HBNOPWFRIZIH 556, B
IR & % 7 =T HM796, BBEZE636,
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REST, 1ATA-Air 1ATA-O2 (5 min.) 1ATA-O2 (10 min.) 1ATA-Air
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REST, 1ATA-Air
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X3 WHEANEEIE (IC-ophthalmic) #i% 2 H B, Rest THAHMEE % .01
spike BRI N5, CHIIBERRAXBEBR TS L I ORER LR -7, ZRER
CBRT & 2o spike 3iE%& LA, ZEHS HBO ix9IE L,

LRBRFY S > THRRFEOREL Lz, ¥
BEE AT R 2\ Tk Donald® D IEH A2 313 %
#h45=, Torbati et al?DWELBEIZL T, B
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