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ZeSechrist2500—BE! ¥ A & E & A # K

G, W _ Raleigh

HEIT RAEECH. BHBRES|EMN L, A Sechrist 2500-
BRI ABE RS, FARIES, RAERD KRN H—Fh
FtEs BERERBASSHEEET ., RPREEREEE
B, Sechrist A EAESMESHESR, HEATFRER
MEE, cHENRAEPIEER E & (mass spectrometry )
W, 7E2.8ATA (60fsw) F11,9ATA (30fsw) F, H 54
S [A] 43 Bl AT A KPS TE B R A SNEE, 4R, 2,.8ATA
THS 4HeRfSE, CRERNLY, T4 84 (R
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Air Breaks in the Sechrist Model 2500-B
Monoplace Hyperbaric Chamber

G, W .Raleigh

Changing the gas source from oxygen to air om
the Sechrist model - 2500-B monoplace hyperbaric
chamber has been suggested as amethod of rapidly
reducing the inspired Po, for the treatment of an
oxygen-indueed seizure occurring within the chamber,
It has also been advocated for use in providing an
air break to clelay the onset of CNS oxygen toxicity,
A Sechrist chamber was plumbed to both oxygen and
compressed air sources, and a mask for air breathing

was iastalled, Chamber atmosphere was monitored
by mass spectrometry, At 2,8 ATA (60 fsw) and
1,9 ATA (30 fsw), 5-min air breaks were provided
by changing the gas source and by mask At 2.8
ATA, a 5-min gas source change to air decreased
chamber atmosphere to 41% O, and required 21 min
to return to 100% oxygen, A 5-min air break by
mask at 2,8 ATA delivered an Fy5, of 0,21 to the
patient and decreased the chamber atmosphere to 88%
O;, but required only § min to return to 100% oxvgen,
For alert, cooperative patients, air breaks given
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«ia mask are more effective than changing the gas
source because it guarantees a 0,21 F,o, during the
break, yet provides a more rapid return to 100%
oXygen breathing,

hyperbaric cxygen monoplace chambers, oxygen toxi-
L1y .
J Hyper Med 1588y 3(1):11—14,
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BOYCE NW, Campbell D, Holdsworth SR

MRS EENEEME P FEEREEGMEER. 872
BETFEEYHSH (R SEEER ) KEEEEFRN—
FELRI IR ( DMTU ) PRIk B 2 B S SN S AR B . X
Sprague Dawly F 8 i iR EEIRMMAR S, X8E
Fhiigipei, AU IIAEAMESES BN M ER K & & &
FIPPINT A E SEEN I RRITE. NBRANYE L B 2 K
0,183+0,005, WESHEE>H H4,50+£0,10 ( FiE + Fy
FRUEIRSEM ) , EARTRINE, WiiEHRTHESINHEE
BRI R AR A 45 BliEE 2805 TR (24/NES B
350,434--0,088, 48/NEFEF40,954+-0,165, 60/NERSH1,55
+0,214), MESHEE > (2480 H5,28+0,11, 48/hiFH
6.54+0,23, 60/NEF258,91+0,51) BTN, HRiE2e
INE R BEARTT . WG E BEORPER (I, 524
NEFE RN AL, MiEEEFRN0,250+0,018, fiES
{EE > th4,68+50,14, FEP <0,025), BEASLEERE
48F160/NI B i, AEEREBRMHIG . B, AEMALEME
MEEBESYOTE,. DMTURTY v EEfH E B RBE 8t
s (i, SEFEEXNRALE, WS EEE24/NTI 0,193
+0,024, 48/NEFRY70,284+0,060,60/N750,316+0,091,
FTE I P{EBE/NTO0,01) . XEEFRE, FEiREDEIEERE
Bx7 ( DMTU ) WP KA ENSHARRGD, LEEELE
FRAMGIFR  H8k8 ) BHHK, #H—SRREETHEIEN, &
EA S FiE A B A AN SR EE R ARG PR EEY
R
X@giE: M AvE KiLs

Clin Invest Med 1987; 10( 4 ) :316—320



Modulation of Normobaric Pulmonary
Oxygen Toxicity by Hydroxyl
Radical Inhbition

BOYCE NW, Campbell D, Holdsworth SR,

Effects of hydroxyl-radical inhibition on an
experimental model of normobaric pulmonary oxygen
toxicity have been studied, The metalion chelator,
desferrioxamine ( which inhibits hydroxyl-radical
generation ) or the hydroxyl-radical scavengef,
dimethylthiourea (DMTU), was administered in an
attempt to bJock hydroxyl-radical-mediated tissue
injury, Lung injury was monitored in Sprague-Dgwley
and by ratS by examining lung histology and broncho-
alveolar lavage and by assessing pulmonary capillary
permeability using the ['**1] album_in lung permea-
bility index and the lung weight;body weight ratio,
Control animals had lung ,p.er_meabi_lity indices, 0,183
+0,005 and lung weight; body weight ratio of 4,50%
0,10 (all as mean£SEM), With increased duratien
of exposure to hyperoxia there was a progressive
increase in pulmonary inflammation, with thickening
of alveolar membranes and atelectasis and a

progressive increase in lung. permeability indices.
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€0,434+0,088 at 24h; 0,954+0,165 at 48h; and 1,55
+0,214 at 60h); and lung weight;body weight ratio
<5.,28+0,11 at 24 hr;6,54+0,23 at 48 h; and 3,91
+0,51 at 60 h), Treatmeant with desferrioxamine
provided significant protection from lung injury after
24h of hyperoxia (e.g,, lung permeability indices
6.250+0,018; lung weight: body weight ratio 4,68%
0,14, both P<0,025; cf, 24-h hyperoxia controls)
but no reduction in pulmonary injury was observed
after 48 and 60h of hyperoxia exposure, In contrsast,
DMTU therapy produced significant attenuation of
hyperoxic injury at all time points studied, in terms
of both lung histology and pulmonary capillary
permeability (e.g,, lung permeability index ¢,193+
0,024 at 24h; 0,284+0,060 at 48h; and 0,316+0,091
at 60 h, all P<{0,01; cf, hyperoxic controls),
‘These data indicate that a seavenger of hydroxyl-
sadical (DMTU) was more efficient in vivo at prev-
enting hydroxyl-radical-mediated tissue injury
than an inhibitor of hydroxyl-radical generation
(desferrioxamine ) , Further, they suggest that
hydroxyl-radical production by intrinsic or infiltr-
ating cell populations plays a pivotal role in medi-
ating pulmonary injury in normobaric oxygen
toxicity,
lungs, oxygen toxicity, hyperoxia
Clin Invest Med 1987; 10(4):316-320
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NAKAYAMA T, Miyake S, Takano N, et a!
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Jpn I Hyperbaric Med 1987; 22( 1 ) :71—76
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Relation Between Oxygen ToOxcity and
Hydroxyl Radicad in Plasma

NAKAYAMA T. Miyake s, Takano N, et al;

The purpose of this study is to evaluate the
characteristics of oxygen toxicity, Rabbits were
exposed to 50 or 100% oxygen and blood samples
were obtained every 12 h until 156 h or death,
Examined parameters were hydroxyl radical (+OH)
production, GSH peroxidase (GPX), lipoperoxidase
(MDA) in plasma, and superoxide dismutase (SOD)
in RBC, (+OH) production varied considerably by
oxygen exposures which was measured by electron
spin resonance method, GPX increased more in the
group that was exposed to 100% oxygen than
those exposed to 50% oxygen, This result suggested
an increase of hydrogen peroxide, Plasma MDA
increased only in those exposed to 100% oxygen,
but SOD in RBC did not change significantly, The
real mechanism of (+OH) change was not clear;
however, (+OH) could be one of the indexes to
predict oxygen toxicity, (English abstract)

oxygen toxicity, preradical reactions, prediction

Jpn J Hyperbaric Med 1987;22(1),71-76
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Cardwell RJ, Taha AM, Vonu P, Thomlord NR

{EBRE T — LB Crohn s #55 6 4E HE 5B R 15 B 75
Ao HGFEER BRI SR Y, EBRERENIE, %
T AR, KERRENNER, HEIgNNEEk
fE. TEMRE—KEREBTHNBEERRT. 4%, RER
FOER BN 16T X 6 BE BRI 15 RO R
X HEK Crohn'sfi R

BB At IR
J Hyper Med 1988; 3(2):73—78



‘Hyperbaric Oxygen Therapy in Pyoderma
Gangrenosum,

A Case Report

R, J, Cardwell, A, M, Taha, P, Vonu, and N,
R, Thomford -

The authors report a patient with a §-yr
history of Crohn’s disease who developed skin
lesions, possibly the onset of pyoderma gangre-
nosum, During a number of hospital admissions she
was treated with various combinations of drug
therapy; relief of pain and signs of healing were
only temporary, During her last admission, hypzr-
baric oxygen (HBO) therapy was added to the
treatment regimen, and the ulcerated skin lesicns
responded well to the HBO and ancillary
‘therapies,

hyperbaric oxygen, Crobn’s disease, skin lesions,
pyoderma gangrenosum

J Hyper Med 19885 3( 2):73—78%
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YUSA T,

AR AT LG R H.0, j= 24 SRaER .
FatmEREESM—T N (amino—trizole ) AR
33K A R e WS (T HL O, 7= 2 B T B4
H=M—FHNIF30, 60, 120475, WFRES (0,2ATAO,)
BB figg oot S0 ORGP e o R A1 PR 174,95 %+ 60,91%
40.26% . TERE=M—F NS0 48, SRI7E 0,2ATA
O, (BEE=S), 0,6ATA O, (3,0ATA % &), 1,0ATA -
O, (HEH4%E), 3.,0ATA O, BE 3048, BEERBES
WE L KBS B 0 138,94+5,54, 122,75+ 6,25, 120,36+
4,558194,79+3,00 347 HE1E 60 4Bk, 48107 112,91+
3,70, 104,36+2,85, 95,81+3,25 f166,80+-4,17, B HE
Esy e, ttHEOFREEEAETENKE (min™! ) 2 &
£ L. XBEHRRRH,0,f0,” (H,0,WAT#RY ) BEE -
ST REHERARENEELES,

XA K AdF ZER &
Masui 19865 35( 7 ) :1077—1082
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H202 Genertion in Rat Brain in Vivo
Correlates with Oxygen Pressure

YUSA T,

The effect of hyperoxia on the rate of H,O,
generation in the rat brain in vivo was studied,
H,0, generation in vivo was determined by measu-
ring the inhibition of endogenous catalase by amin-
otriazole, Brain catalase activity in rats breathing
air (0,2ATA O,) decreased 74,95, 60,91, and
40,26% of the controls at 30, 60, and 120 min after
intraperitoneal aminotriazole injection, respec
tively, Brain catalase activities in unit per gram
tissue of rats exposed to 0,2 ATA Q, (normobaric
air), 0,6 ATA O, (3,0 ATA air), 1,0 ATA O,
(normboaric 100% O,), and 3,0 ATA O, for 30
min were 138,94+5,54, 122,75+6,25, 120,36 +4,55,
and 94,79 + 3,00 at 30 min postaminotriazole
injection; and 112,91+3,70, 104,36+2,85, 95,81+
3,25, and 66,80+4,17 at 60 min postaminotriazole
injection, respectively, The calculated relative K
(min~') of H,0, generation by brain ‘increased
directly as a function of oxygen pressure, These
findings support the concept that H,0, and O,", a
precursor of H,0,, are important mediators of
oxygen-induced CNS injury,

brain,oxygen, hyperoxia, hyperbaric oxygen, enzymes

Masui 1986;35(7):1077-1082
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Davis FM, Ewer T,
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J Hyper Med 1988; 3 (2):103—106
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Acute Cyanide Poisoning.
Case Report of the Use of Hyperbaric Oxygeit

F. M, Davis and T, Ewer

A 22-yr-old male suifered severe acute cyanide
poisoning from selfingestion, After a poor response
to standdrd methods of care over about 2 h, he
underwent hyperbaric oxygen therapy ( HBO) at
2.8 ATA, Full consciousness was regained rapidly
during the first 20 min HBO, He made an uneventful
recovery,

clinical, cyenide, lumen,  hyperbaric  oxygen,
fcisoning

J Hyper Med 1988 3(2):103—106
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