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Ba et HEDFREEYC & > THREITRA
RTHBD, BRCOIEULD D &2 iiH
L7cDid Paul Bert (1878)VT, BIETH “Paul
Bert effect” & Ehh, BREBREDFREER
CRETHEOEERTHHRELHEL T
%, FETESEBREIC X 5 EE 12 Lorraine
Smith (1899)?»3# % L, “Lorraine Smith
effect” L Eh T3, Bean (1945)Y3XEKE
BROFHBREIC L 5N REECES &
TOHEEREZHIEL, =1L “John Bean effect”
ELTELHAMBAT WS, Zh bREIDFFZELIEK,
REZBEFEOBF T 02 aD %
DE|ERDBH, T TRERNCESERER
% (HBO) %475 LCRIBE & 7 B RA TR & o
MR~ DOBRREOFI > X EHHT 5,

MRPEORY

BRNCESEBEYBRA LI L EOABHE L
LT, 8o X 5 i P ECLERRHE, 1 ATA)
TRIFEE & RBEMEE, BRET TR
BR~NOHENMELE B, LaLin vivo, in
vitro DEREREMY TIX, HEDIBLAELTDE
H, ERICREREAEAL & AR T LhE =
5T ERAMBLATV3Y, AILBESE L BER
MrboBAXELS &, WHOBEREL »&
KBTI RS REE N RET B L E 2 bh
%,

BERFBEOBHERELTY1) BEHEOR
HBRIBABRKRSEDO ER o> hEiEREL /it

PR AR ZEE LIRS B E

D, BEAREOFEBERICOVTLRS EBHIC
pressure—duration relationship & L T h#§ &
7% (E 1), 20X 5 sBIRIZEM TR
R OIE], FREAEEEE, FRMBROYIM, R
Rk LIETTRAR Y, b b CRIEREE, Fileer
FROZWEI N TV B, 2TCOBREFECDH
TREZEELBRS, 2) FHOERIESR
THHTH D, LrLEHOBSERE~DORE
FRDREERH AR 72 D, BB RS
HEEER T, BRTOMBEELZ OBHRE
HMEFIHLTWBZ it b,

gk

FEBR SR AR DB 12 BY L T 1% Smith D #H 4 LI
K% OWERRID 590, FRFEFEFILRYE
SPEET T10026 AR & 24F5 R LB A L Ao ie B
Lbh3bDOT2HETHITLRS, 8%, 1)acute
it edematous—-exudative phase (FizEMHILEA
BZHBRa & Bl type 1 AERROBESE A £ 5 IBIE & 1
If1) 2) subacute % 7z % chronic proliferative
phase (RHK ORI, FifE type ITHEIDAE
K~BEC L 2MBROBE) TbH5,

RS X3 B R L BMIRE, Type 1 ik,
Type HfADIRE ST\ 5, FETFTTOEE
BA L 2 ifEE L BREBRRK T TOMEEILR
LT, BEOBRERBASELRNEICLS LT3
WELHBTER VW EOBEL D BN, FE~F
SERFC L B ORBEICSEF 212 &5
o

BRIER (BT ORRRE, BRMEL b FRE
BIeED) ORBCIBEAEND B2, BH 1
ATA T12~16FK§fH, 1.5ATA T8 ~14BR, 2.0
ATA T3~ 6Bl & Sh T\ 37, BafK LEREH
BOETYE =2 -3 5 L THEEHES index
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PULMONARY OXYGEN TOLERANCE CURVES IN NORMAL MEN
(BASED ON 4% DECREASE IN VITAL CAPACITY)
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1 E#HAD Oxygen Tolerance Curve

VC 4 %EA % index & L CHBAR P BERARRE & RARESEOBRIC KT 2 HEEGE, £2.8

3.4, 4.0ATA TOHR LY, EHAL0%TOFRMETROMERFERRE & B 5 EOBIfR(Clark
JM, Fisher AB:Oxygen toxicity and extension of tolerace in oxygen therapy. In Davis JC,
Hunt TK (eds). Hyperbaric Oxygen Therapy. Bethesda, Undersea and Hyperbaric Medi-

cal Society 1977, p61-71)

PLBETHDH, EHALMGELLIZ2 ATATT
100% e 3 & Et WA X8 5 —E OB 58 THikeE
BELRT - fER, UHoTSHicERCELT
Lt & UCHiE R (vital capacity, VO
Boindex : 7% LHEIhTW3 (M3)Y &
CIEH AT B 50 & PiRMER L & D BRET
BOFERONT, BESEH0.23~4.0ATA T
D& DH|EGR L b, VC % index & LT oxy-
gen tolerannce curve ZER I T3 (B
19 Zhick % &0.23% 90.55ATA % T
Bz e A EED v, BRIRL0.6X D
2.0~3.0ATA % TOMBERARIIMEE S BRHE
B ERHEOEIRRF &85,

PIRPERBMRTE
IR R RBR R BELRIERE F COLRE

3% % DT, 3.0ATA U EDEEFR TlRARMER
DEALIHEE B, EF ATO sign & symp-
tom =2\~ T (X Donald" O3 Ml i E L T v
%, SECGERCEN, RS, BE Ehlihd)
X b B ARIEICE 5B 13 Lambertsen' V2358
HLTWB, LrUERIERERRAR 256
P, RBERREcoOWTLEAZ, B—ATHEH
PEBIC L Y —FLRWL, CO,ERLERICX
DI Eh B, FICBE S & b CREREBRIEIC
HEIERT, FREERBREFED index
LB, BREREB T 5>HBO TR
Foster'? (3 ATA, 20~604-C4756% 3 Bz
#) & Lambertsen DFEER X v, EERADORER
DI 0I32.8ATA T 2 B, 3.0ATA T 1
R C, ERK L&4BI33.0ATA T2 EEh
T3, HBO FOBE0.01% & 7e 19,
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High P,0;
(approx. 0.8-2
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Exudative
Phase
Lossof _______Intracellular changes
surfactant in Type Il cells
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"><__ Endothelial destruction
| Necrosis of Type I cells
!
1
. \
Alelectasis \~Interstitial and
\ perivascular edema
. \
l'l?eglonal - \\\ hya“ne
ypo- \ membranes
ventilation !
Intraalveolar edema

2 EEILsMoOREBENRG
(Smith G:Hyperoxia and hyp
Pneumonologie 149 : 4953, 1973)

IR AR RBE DB L 5 RBEE(LDRE LD
7£\ %3, Balentine®i3.5 v + T5.0ATA BBERA
1R/ B &% DR L, HE (John Bean effect)
ALK (FH4~50) KiMEBHOLE
BEIREEESE AR E 5 2 LR MG L T\ 523, B
KA HBO Tfihh 53.0ATA, 1EEoER
ZETIHO0EEIBILN T ds ot EHE L T
5o

HRPEOREHFE

MEFEBEREOHF & LA, “EHBE
H MNE X B AT\ B, Gershman & Gilbert
(1954)20% X b 7R E Wi La T, EHBE X
LR OEE L BRI BOBECELUM X v &
2bhicdb DT, BESE LRI VIEHRBFZEO
FRENBERDOEN M L THEMNT % 2 EAER
LEZBRTWA,
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Moderately Raised P,0-
(approx. 0.5-0.8 atm)

Chronic Response
Hypertrophy of Type 11 cells
Arteriolar hypertrophy
Thickening of alveolar walls
Proliferative

Phase

Hyperplasia of Type II cells

Septal thickening

Capillary hyperplasia

Fibroblastic proliferation

Hypoxia —————Recovery

Focal scorring: septal thickening
with collagen and fibroblasts,
capillary dilatation, increased
number of capillaries

|
Death

erbaric oxygenation. Influence on lung.

NAPREDBTFHLHE LD 255 F (X free
radical (FR) £ Ebh 55, REETRILHHTE
Wicd il EET B EEREOME ST (C0,)
BAXMNEBEFR 2 EORRNLETEE CSCER
DI DRI Tev,

L2 Lo FR BB SE R L OILET & #
OB LRI LT, FRBEFHRHEEOE Y
BIvEBTEZWMOESRBRRL LD, H<0D

FR RSB 53 5,
FREEDIEERROHE DO b LB bic X b
=X AF-%B50, BROIFEETFIEHLL
Tw5b, BEOBRTIIZ4, 2, 1BFETHD
h, &4H,0, H,0, (E&H TIZHO; X » H,0,
L1 %)E0, LB, EETIATES L H,O £ T
BT X h % H A 2 X superoxide (03),
hydrogen peroxide (H,0,) %47 5 RIGHRAH
HY, ThbLEEBEABHRIER CHERA
TREL TS, Mlas cixERLAMRo RHE



194

B =R PE

AEEES Vol26 Nod

+ + +
o ™ IS
T T T

SUBJECTIVE INTENSITY
OF SYMPTOMS
+
T

an (o

-10F

(1)

(1N

% aVC

~fr

BURNI
- ~BeCASIONA

(i

(10)e

/
/
AYS PNEA

SEVERE PAIN ON INSPIRATION
UNCONTROLLABLE COUGH

INTENSE CAR|NA'L IRRITATION
UENT H
% E0 IgggFRATION
GOUGH
Ti P T

B
() NUMBER OF SUBJECTS

(10)

-100
-11or

\
\
1N

- | | i |
S PR
HOURS OF

3 MEFHEORKRORRY

56 7 8
O, BREATHING AT 2.0 ATM
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E#EAD 2 ATA TEEMERBRAROIERAE LIHER (VO M

YR KT 5 BAR OBIGR

TERH R ETRET D, MR THRELLO; &
H,0, D G BRI X uT B 23, Fe™
R EDMBEBBR GBIV FET 5 LIEH RIS
7 \» hydroxyl radical (OH+) % metal-cata
-lyzed Haber-Weiss iz X b #4355, OH-
IR ERBR O BEERIEOF | E& L7 55 LE
EeTOREM YR, KRBT 5,
FRIZRT5B58%/ E LT, 1) BEEAIO,
& H, 0, DRI G & il 3~ % superoxide dis-
mutase (SOD) & H,0,%#®It7 % peroxidase
(Px), 2)MfRE % fc X GBI EETS 7 3/
B, €2 3 vE (VE, a-tocopherol), v % 3 v
C (VC), B-carotene X bDTH 5,
H,0,% Px @ catalase (Cat) & glutathione
peroxidase (GSH-Px) TERILEh 54, Catid

MREN TR+ Y — ARICFEL, JEO
MBI & DHRIET S Dkt L, GSH-Px i34
BOBRER L b ER LHRREAL 57T % 58
£ D& glutathione (GSH) DHEENRLETH
%, GSH i B {t glutathione (GSSG) X b
glutathione reductase (GSH-Red) iZ & h AT
% MG i3 NADPH 28 2 2 <, NADPH
pentose phosphate shunt X v #t#5 & h 5, Hila
STk HoOp o3 2 BER 1378\ 23, H,0, 13k
BRIE % @8 L CARIBRA @ Cat, GSH-Px it X b
MEIND, EENTIE OH »EHEAERT 5M
BRIERHEETEEOWES i\, BELIEE
DERGRETO FR 1A & L CTIERE%ED VE
L p—carotene 2B 5,
2. EMEMERCLIEE
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Superoxide 0;
Hydrogen peroxide H0o | — Lipids —s- Peroxidation ~—— Membrane damage
— E —— ivati B —— .
Hydroxyl radical OH- nzymes Inactivation Depressed metabolism
—> DNA —> Breaks

Singlet oxygen '0,

Fe“\T/I;e3 a-tocopherol

ascordate
0z +H,0, —==> OH-+0H +'0; Quenchers 5. carotene
. | GSH -
le - iron chelators
/—-) 0>
Superoxide di
0. peroxide dismutase Biosynthesis
N\ H.0, \
te 2e GSH NADPH Pentose
e . Glutathione phosphat
Cyt(;)chrome Catalase GSH perox'mmse > Shunf e
oxdase GSSG NADP~

H0+0,

4 TEHBERE £ OBERY

EMBEIR 1R 5 TEAAYE LR
L CEEARR T8, /8RN & LT sulthy-
dryl 7%, DAN LIRETH 5B,

MRS EE A M T 5 5 2 CEER C Lk Cat
—ATPase ix thiol* & H L, Ca* & &H D
calmodulin (3#¥%8E B % /¢ methionine Z &8 ¥
%, Nat-K*-ATPase % iE#IC % 7 thiol 2 #
> T3, ThbBEROBEEIFEE, EREH
BB 5 2%,

fe 8 @ @b 1% oxidant 23 fEHE & » KFE x5
ERL LR X VEFCHEBIND, KFEY
2| & < FR & L TXHO,, OH-, ironoxygen
complex 72 E¥NE 2 bR T WA R ERARBELE
3%\, OH-i2 DNA & RIS L THREKRE
## 2 L, ribose—phosphate & )i LT DAN £4
ZHMT 5,

3. BREMRT ToEMBRRELEEM A

R DIE

1) EMERRENEM

B CETFEEROEHMILIZL 50; &
H,0,0REx %2 LBRBE L AHB L THEMT
5L, FflRAOSBRER (I +=2vF)7,
178y -4, B TLRERELACHAIL

TIEMMEORENBINT B, FOMDOATEEN
DFOBERICL B 0, BESBREBE L HREL T
W5, fiDERER TIRERERSE T T GSSG ©
WH2GEMRLIRE & BT 2, HIIEROBIS b
EIhTW30, EEYBHTIRTELEELDN
T B,

T4 ~5 ATA BREBRRCREE L
=T R, 7y} CERBLEEOBEINAHEIhT
Wb, RHREE O BRILIEE OB EAE Y E
F&8, fifax b o KR & b fifashic K238
BSREBIED 5 LB Sh TV 52, KB
HEoFrronTEFREEH TRV, HBOKK X
% PR R O A LR EEAL & L MR B
DAIEMAL, BERLIEE DN, y—aminobutyric
acid (GABA) oA, 3t =v F ) 7HREOE
Tl Er@EshTwb, BEERTORBLE
BRBRESEKEETH D, Nat-K*—ATPase
Al & S BIET 5, FIGBMLIEE 0HIniiFe™
DEETHEREIND, HLOBRETEIER
R X BRI OBMLIEE BIE L T
5, 7 v MYTO H,O.FED BIEBKRTOM
KoL TN 5,

2) BFEIRO&RE
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R1 FHERC-IIEFORNYEL XZOEFOH/RY

EiaE free radial iz X B[EE
RELFDF 7213 thiol EHDOEM & cross-link,
Y AN BERRNEMAL
A ke MRAROE, RRER
Rty fifay &7 & —D%&fL
o a2V AT r— L& RIBOEAL,
TR E feg o Z:-rosriink 3
=aFv7 I FR7 Y VEEHER
MEF DIEMIET, ascorbate B1L,
porphyrin FR1k
N r b=y, =EEX7)VREDENE
L EYE EF
—tocopherol, g-carotene 7z & D
(LA & pogopherol, 8
Eid=l ~7F VRO YN, Bt
DNA oUW, EEOBH
e7 AR VR BHRGE D 2L

EiR o EHERRERNOBIE DI, BE
HFETOEEBEOEES L R TRETNLH
5, BIHHRILEER OBOR ¥ 103G, MittEoR
Al I X BESEBRRIC X AEEORR E ik
BETH B,

BOERLITOBE 80%) w7 » % 7 AHE
BT 5 L100%MmF s LCiittEncE b0, 2o
it t  X AR © SOD & D ER & —F L, 22
KEA Xt EET 50 & —3FK L TSOD
EESEA T 5, oMY <A T b BRRmTE
J v b Ok E Ml T SOD 2388 L, BERE
tEo®E - Type ARSI L ClittE2S3TE B &
Ezbhb, ¥hF v FORTHBHH, HEE
T @ endotoxin DRTAEIC X v FiERLEER DIE
N LR L CHBIEFBORELTH I LT
b, WAL & DI ALEE K D 5 H I cytokaine

(tumor necrosis factor, interleukin 1) DE§5
DRBEI T2, ZhbofER L b i
ERYIE T2 LBEPBEOMANGDEL DD LE
2 BB R, EENTIERPOEBIINE <,
RO F O DERBFERE DB TH 5 Mlaric
FET, FHHR I,

MR BEROEE Y ER I3 HEEL
T, £ S A TH B liposome IZ trap 35 b
polyethylene glycol KiE& L THRE-T 5 HEN
M|E IR T\Ww5B, SOD & Cat #trap L %=

liposome % 5 v M ICEET 2 L100%BFEIC L 5
FEERIMHcE b L, 6 ATABMRTORER
Hrext L CHIEIRLRD B, TKENICESE
SOD X Cat liposome ZFEA L THERLD 5
L, ZhbiiBbEEREA liposome DR b ic
SOD, Cat, GSH & LRIk d FIH E T\ %,
GSHR VEXRZ Z¥ 5% LMEPENERIN
BT ERICHMBATVED, EHOBEIHE
X 2BRPED TRRRE L, fikl# SOD,

Cat, GSH-Px /& 0 & F % # & - dexameth-
asone ¥ GSH 1K F % % 7= 7 diethyl-malate D Rij
MBI X b B EHE LEE S h b, GSH-Px ©
BEEE I 7B T & % selenium % GSH o 4> & ££
5 cysteine DRZ b ifEE LR I L 5,

BRmE~DEE T

MFEFBEORERT LBHET L LTHE SR
TWBLDORR2ITRLA,

CThbRFECERBERICE I DTH S, &
NORERT I ER S HBO DEREER & 137 b

TR, b M CREMBIREARET, RERTFH

WCILERIRAICER B E LT, EBRBICHES S on
BHOBBILETH B, BRLLTOEEI
HBO 0#T L Zh T\ 58, BETEICL 5K
BLIRERFIRLD EE IR, BRERER
FEEC L HEBEIE IR ERLH 5,
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®R2 HERPEOMRERT & BHEHETF?

Enhancers of Oxygen Toxicity Protectors against Toxicity

* Gases 1. Antioxidants and free radical scavengers
Carbon dioxide Vitamin E (a-tocopherol) [Money, 1972 ; Smirnov & Lukienko, 1984]
Nitrous oxide Ascorbic acid [Schatz, 1980]
Superoxide dismutase[Saltzman & Fridovich, 1973]
« Hormones Mannitol [Mizoi et al., 1986]
Insulin Liposome entrapped antioxidant enzymes (catalase and SOD)
Thyroid hormones [Transwell and Freeman, 1987]
Adrenocortical hormones 2. Chemicals modifying cerebral metabolism
a-ketoglutarate [Cerrati et al., 1976]
Paraglycine and succinic acid [Schatz, 1980]
1-Methyldopahydrazine [Ngai et al., 1976]
Sodium succinate, glutamate, GABA, and glutathione [Currie et al., 1973]
Pyridoxine [Segerbo, 1979]
GABA [Wood et al., 1965]

» Neurotransmitters
Epinephrine and
norepinephrine

* Drugs and chemicals

Acetazolamide Lithium [Radomski and Watson, 1973 ; Singh and Banister, 1978]
Dextroamphetamine Hemocarnosine [Krichevskaia et al., 1985]

NH,Cl Arginine [Krichevskaia et a/., 1985]

Paraquat Substances affecting dopamine receptors : L-DOPA, Haloperidol and low
Aspirin doses of apomorphine [Criborn et al., 1988]

Milecide (2-N-pentylaminoacetamide, a glycine producing
» Trace metals anticonvulsant) raises threshold to oxygen—induced seizures
Iron [Youdim et al., 1988]
Copper 3. Drugs
Adrenergic-blocking -and ganglion-blocking drugs

» Morbid conditions Barbiturates [Bean and Zee, 1965]

Fever Endotoxins [Frank and Massara, 1981]
Vitamin E deficiency convul- Propranolol [Torbati 1985 ; Levy et al., 1976]
sions Disulfiram [Faiman et al., 1974]

Dipropylactate [Joanny et al., 1975]
Sulfhydril compounds [William and Haugaard, 1970]

Congenital spherocytosis

» Physiological states of Chlorpromazine
increased metabolism Thorazine [Bean and Wagemaker, 1960]
Physical exercise Reserpine

Hyperthermia Isonicotinic acid hydrazide [Wood and Peesker, 1975]
BCNU [Jenkinson et al., 1988]
Diazepam
Ergot derivatives : lisuride and quinpirole [Criborn et al., 1988]
4. Intermittent exposure to HBO [Hendricks et al., 1977]
Interposition of air-breathing periods [Bleiberg and Kerem, 1988]
Acclimatization to hypoxia
5. Hypothermia
6. Control of acid-base balance
Trisaminomethane
TRIS buffer and sodium bicarbonate [Wood, 1980]
7. Starvation
8. Trace minerals
Magnesium [Torley and Weiss, 1975]
Selenium [Schalte, 1976]
9. Surgery
Adrenalectomy [McWhorter and McWhorter, 1977]
Hypophysectomy [Bean and Smith, 1953]
Thyroidectomy [Grossman and Penrod, 1949]

BEFEOFH EIBEL L UiFTELD

BHBFTH Y, LBROBERFEORERFO
“EUBER CESLDBOTHD, TLRRE
MFE T COEBRBRI/TFERRICY TTE bigw
Z &y b5, Disulfram ZEKTEBRFE T TILBHHE
HTh L PETHBRAFREIHERI LD,

BECTRTELCBREFTELHETHEIMNED
2\, BRIK ERERICRAE L BEIR 2R 1)
FETHERNE LI A RERE CBESELE
T35, &2) MENBERE, Ths, HEE
SizoxErty b TDI ATA TOERRER X
hiE 4« DR GEHER, BRELKBREREXES DI
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(E¥A, 2 ATA)®
(continuous ® curve (¥ 3 & [/ U curve T&H v, continuous & inter-
mittent DX RDEFH AR S, Intermittent D curve (ZEEHER AR
RIDZEYERBLI-DIZRL, 4 cuve (¥ N,—O, B AR % 0 % 7o £ /C

FLTWA)

DERBREARBREOBA LD, RIPHENLO
12204, normoxic N,—Q, (BAE4HF160+5
mmHg) 5 5 THZ &b, & MTEWT2 ATA
TTRALhTWE (B5), 4% VCEL (E
KEFBCTEDHEERE) THBE, ks
T 5 R, RIS C120RILL E, SEBEOR
RBICIR16RERICIER S h T\ 5,

B bhi

MREFE, EEBRCOVLTREL oHE, B
D D ETOXEE LI bhihoted,
BBELRPICEBF TV A IBEBR LT
BT\, ERCEREM CIETAE R IMBEF B
UMMHEAD S Z LR AbR TV 5, Ei
CEBERZOVCTIREOKRHP BB L T
R E R,

fili, PR RIC KR\ CEERENCRIE & e B IR
oWCTikRHo HBO CRIEE L 7 5 = & oifZs
Thb, EREYCET5EMOBERE TR
CHEOBHBRENELBRE IR TVWED, LT
%3 ATA ® HBO T2.5~3. 0BfI-C50%, 3.58
RE1C90% TRLBEHNHE R = % H30~45% T5%

LEETHE ERBEIhTW5, ¥ERD
HBO i X b 2 ~ 4 ;B[ T1/3% myopia & 72
EI{E1L 3 ~ 68, R 6 ~120 Aot 2 &,
2.0~2.5ATA, 0 1’0o HBO % 2 ~194 A
R 150 ~850E % e BE THANEMSRAE L &
DOH|ENRD 7, B HBO DR Fi1z2o\ Tk
NOBL BEEALETHHS ),
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