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Oxygen toxicity in brain injury patients evaluat-
ed by clinical convulsion and EEG paroxysm

Hidenori Ohta***, Yoshitaka Hinuma**, Eiichi
Suzuki**, Masahito Nemoto*, Shingo Kawamura*
and Hiromu Hadeishi***

*Department of Surgical Neurology, Research
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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
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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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Moyamoya & 7 6, BEE 6 I, MIEE 26, —
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1ATA-O2 (10 min.) 1ATA-Air
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Fidh 3 41D 2 EEAR MAE T CRE D 5 \ X parox-
ysm Z DT 5B, Z WITRBEEGE D43%, B
FEFEHBAIO50% V5 EHEETH Y, KPR

VED B HEEGI% HBO 7o & O @R M Tt E <

ZEDEBEERLTWEEE XL S, BODE6
Bk 3 BIRBRIEDIED I o IEFITH -
1o REREE 3 RT,

iE B

Rl EfRKHOmEREE (®1)

551%, 59, ZEBR AR T e T AR,
RB ey AZREHCMEREMN T >, B
FENFEDO—2L LTHBO R L, itk
2ERbLAREBREEYRI LTIt dDIT,
HBO 12431 » THRBAETR (1ATA-O) 1T X
% EEG check 1T - 7z,

g (Rest) EEG TE% T4k & T 5 EIRIE
BEOFRTH D0, BERA (1ATA-O) B
¥At% 5 4 T D RIEE RIEEED & OB (spike)
DOHB A RD, Zhixl045 % 1 iX spike & wave



56 K = R B 1T 351 B AR MBS

REST, 1ATA-Air

1ATA-O2

ABERZE Vol.22 No.1

1ATA-Air

Fpr~ o~

sz - ww\—%’\v_\,’\y\w/'\/l\/_\/’\/‘/ Wiy

AR

AR
A A p A AT '\r\/\/\"/\f\\/\,ﬂ/\/\/\/"’\"\!\/’\/\/\f\”\f\/ A A NAN VAN A A A AN

\/\—/\/\/\WW’\’\/J\N/ WMM/\’\/_\/W‘\—\/\W‘\/V
F3 - it Wi Vi AN A ™A, \/\M’W\W\/\N\’\/W\’\’\/‘/ i O T V% o WD e
st e\t

PN NN S yPTY | PN W VYA
N e

€3 i MM A A A A AN e A A A

ol s

AN L N A N A NSNS TN

€t e A A AL A A S A A W-’\NV\AWWW A e AN VN AN
N e 2t S U g ANV,

P32 v e e
Pd e
O e e L A
02 v
F7 o AR S A s 7

Fs .,Y«Am;um/\/.,/\/\/‘\\/\,‘ s o,

A AL AANAA A T
N e AN AN PN NN NN AN PP NNt

FZ ot A e V! A ot \/M‘WMW\’\/\"NM\j\/\/\/\WN\'\/L AL A A A A N NN

Pz -

st o ittt S NPN N o NN e NN o e A At N Ao st

TS e v A et NS TN A SN TN LN N A e o N e A
T 6 e N A A e S AN AN AN NN N M NN AN I NN A AN A AN P A ANt

pH 7454 7.503
576 mmHg
37.2 mmHg

Pal; : 82
PaC0; : 42.6

B84—2T76B:K+A,83Y. F.

F2 #ZATAINENIRE (azygos artery) #iiH28H B, BERAI X b = slow 6 D
train 2B L TETC 5, ThHEKERET S LE L, 2D HBO 12

Thlthr T,

DR & oo, BER EORBRIFIR Z Sinh
S7edy, ThUEOBRERALGER & HETL T,
MEBRAZFELEKER ET5 L5 TR
Rest D RABIZfE L, paroxysm 3% L7z (X
1)

BRI X ) EENFR SN D ERLD
h, HBO XERTH B LM L THIEL T,

FEGI 2 RARTAIBEIIRE M EAER (R 2)

63%%, %, RIAMXEIIRIE (azygos anterior cere-
bral artery) O X b BED 7 TFE FHMm &
MRTEENMEZ R L, MEZRB S R
THbH, FIEYH (day O Dd, Hunt &
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ATTHAHZ EnD, K= paroxysm O HE %
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THREIND,

BRMARMETCR T HERERELKE LD
paroxysm D H B 132186 6 T L&k D i3
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