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EEEE (HBO) WO ZAMIE, AFEBROREHT I LIZXDERAZICHK ST
BEMIGOWRD U BEB R AR5 Z L1255, HBODKRIZE L Tid, B4 DR
BUICHWLTERR, AN 2 fEH, 5 OFTIE S Eh T3 H, SRS 5 OHIER
DAHZXLIZDNTIREL B> TAN, XTIk, HBOOHEZM:4FHAT 5 THI %
ARZXLIZDOVTOREDHERREHENT 5. ZThitid, HBODHRBEESTFOR
B, bR, WlaaY, By 5 v v BARSICRIETHELEEBATVS, &
72, —BLRFPHICIH T 5 FEEMREEORIE A H = X LD THDRERF 2 5
BIARBUIZOVWTERNSG, ZRHIZMA T, BUISEEARD N TNWEEDEFVEL
DERIZHT 2 HBOBEDEIG I DWW TOMER L 72,

-7 —F . BERRKER, BOEEREE, —RICREDE, BE50T, BRIEEX

Recent Evolution of Hyperbaric Oxygen Therapy
Molecular Mechanisms of Effectiveness

Nariyoshi Shinomiya

Department of Microbiology, National Defense Medical
College, Namiki 3-2, Tokorozawa, Saitama 359-8513,
JAPAN

The main purpose of the hyperbaric oxygen (HBO)
therapy is to increase the amount of dissolved oxygen
in the tissues where circulation and oxygen supply is
interrupted. Although the effects of HBO on various
diseases have been analyzed in terms of clinical and
physiological approach, its precise mechanism especia-
1ly from the molecular aspect is still to be investigated.
In the present paper, recent progress in the research
about molecular mechanisms that explain the effective-
ness of HBO therapy is introduced. This includes the
effects of HBO on the expression of adhesion
molecules, nitric oxide production, induction of
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apoptotic cell death, heat shock protein response, and
so on. New hypothesis about the pathological mecha-
nism of delayed neuro-logical sequelae of the carbon
monoxide poisoning is also described from the
viewpoint of autoimmune response. In addition,
problems about the clinical indication of HBO therapy
against various diseases including approved cases are
raised.
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hyperbaric oxygen therapy
ischemia/reperfusion injury
carbon monoxide poisoning
adhesion molecules
nitric oxide
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1 AMBROES & MESEH
IMMUNOBIOLOGY. Chapter V. The Immune
Travers P XC#3) 75 5| HHZE,

MBRAHZXLELTRINE T, BRIFOE
fRAER R OB & 2 OB R IR EOSGEEH
F-3REER-TIDEEIONT X, —F
T, MREE SR FE O B SRR A i O 3ok
ARHE, MBILREDRD %k L CBARUBED
BNk 2REMEBRTEIEnTHEINDS, L
AL IR LT, RESTIIESRE B
D MRFS O T THBOWRBEL BN £1nH 2
& PEBFRICBEERICEREN TN S,

7275, RERDMEMNT TIXHBOWEEIZ X 23R E L
THEBOBRILUNOETIZFME 4 7 =X LM
AHDOEETH -7, L LAENLEE, HFL
~OLTOB A ES L, HBODHT 7z 5 R A 1 =
X LWEHEhDDOH B, 7z Z1E, HBOIZAHIM
Bk 3 rintegrink¥BE & IR T 2EH 2 % 5 Z & AR
X, BB O M N M3 5 KIE
MiRa D Bt E AR E R OB BA 5 2k
N> TE 7, £, —BA1L % F (carbon
monoxide:CO) AR KIFT X H =X L1 —E(L
2% (nitric oxide : NO) #3BI5-LT\13 Z & 43
Bk, CORFEIH T 2HBOHED A »E
& U CNOA B E#Z (nitric oxide synthase:NOS) g
EOFHFHTBINTNE, X512, COhRFIZL

System in Health and Disease. by Janeway Jr. CA and

BERBEED A H =X 4L LTEHCRENES
EIoNBEIIh->TE],

ARREE T, I RER B0 R I D 5 A B
THmEL L ORFEZDFMASHE Mz EhoD
»BREMEERBEEETFILE L CCOMHELRD
L, HBOWGROSR A h = X L& 5 FHEH» 5 A
720 0TI L2, 512, HBOWEROED
IZBA T ARIBEAIC DV T R LT AT,

HBO &EDF

1ML AR AR S LHBOMLEE 4 45 Z & iC &
D, ZO#ifa i< iXintercellular adhesion molecule-
1 (ICAM-1) R ED#HEEHFFORBRLMEEL, 4F
IRk E O e U REMBROEE & 2S5 &R
SMENNDOWEENEEZ S ZLAMETh TN
312, JREMREO & S~ OB E RS E M &
FRICEDoTHD, BRABEZ L 2I2KD
MBEEOFELELESTVWLEDLEEL LN
%, —ICKITEMBROBEE & 2 hIch] k< g
HADEEER, B1IZRTES B0 D200 2R
T o TIZB T o NBY, BAID E 5 H I IZHEM
faflliz ¥ B4 B E-selectin& (HIMER_EDOKESHY & ~
K (sialyl Lewis X:s-Le*) & DEF & Trolling®
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BEIEN B, BEE TR & 5 72 Hrolling® AT
FA AR I ik A BE D T Z &k
T, MBNKE LEaoaoLixns k5 Iicih
TWw-oTLES, LAL, ZZ CHEMBaRI
ICAM-1%5 E DBE G TRE,» H 5 L Atk Lo
Zhizxd 5 #H Y F (LFA-1®Macl) #5 L7
BORBAEE , MlRENE LICBE Do h5,
ZOMNEZIZ K DrollingiZ b0, Bl X#E< M
BHNEHAEE 2, ZDR T v TP ITaR
BRICHI T 5CD310 5. L, m#k A 7 v T OHEE
WIRIL8A E Dy EH A Y OBRELNRESEE L
EAELTNAH3DLEELALNTVS, ZDKD
12, PIEHIRE L O ICAM- 13 BURRE X A I ER O I 5%
SEEEDREEL B BENEFED AT v TIZBb-T
BO, MBORELHIBEL VB LN TEHRT
Tidku,

Fe4i3, v R %W EER THBOD Ml AN
B HIBAICAM-1R BIC ] IE ¢ 2 4 sl (L ¢
WIZKRET L, B> RED LABIALNDE I L
ERELTWSY, LrLAaMs@EmaZ el 1
BHRRIZZO &S 5EEFFRAEOHEEIE AL N
5123 Bb 5 PR~ O A MERZEIZ 2 < B
53, HBOWETE 4481 O B HIM b D Ml fladh
HERE TIR99% DL E S EERICHET e~ &
07 7—UThot, ZOREBIT, MENEME
OEEDOHRE NAMKES 2R T DI+ Tidk
Do LBRTBILETE BN, ICAM-1HHO
BELRZBO CEIEBIRETH >, L2
L, Pennsylvaniak®DThom®D 7L — 7 %&Hib & L
P JRATI= & D HBOA [ IIER 3 rintegrindd HfE % #1
HFleaszlickd, WM T 285 4HE
F AR AR &, HikE A S HBODRHR A
ZZbohnd k5105 TE, Brintegrinid
ICAM-1Izxt 3 2 {IEREIOD Y 5~ FTdh BLFAL
BXUMacla R T 2EELZ ST THD, 20D
DFREEO IR I BEROKR T ICEHRE T 5, HF
IZ&ME, cyclic GMPABDIK T &4 L CThF P ER
B rintegrinf$REDIK T 28X T D, F7-HBOIZ
& % A ERD PN B Ml B~ o 22 W LR I CO W
Bk o TEEEZ Mk & BENEHBEICE
BIZHRPBEILBWRENTVWDE, £/, FH
BOHA A4 VT F T BB
BEPOBIEENCHRTHI2LOHEL D

D®¥, HBOIZ & 2 MMk DOBE R LRI E &
BEZ T3t EL 605,

B L KHIZ X 3 HMN A ERTIE, BERRS
ERBREICED T v MiifaR i hERE fo e Lz
RAEMBEOBMERD T B, HBEDOERIIE
BRIENORKEEFHGN ZBRETH D, IR
FREEIC L 3 NEMOEES 2 OERICFIEL
TWb, —F, BRADEBRTIIEEST TORKE
BRI — M CURFBBRITITIEIFERE VAL
RoTWiz, ZOZ &5, fEREOHBOREE T
BARMREEEICETELS -8 DEELS
ns,

Buras & R IENEMnEEREHVS Lic &
D, #EEST(FE L TICAM-1) BEIZx$ 2HBO
DEEZOWTKRIEEL T3, MmENEMIzE
KR KM R & h 5 L iFhERkoEEE1E
%52, HBOULBIZ KD Z0HEE+HHIT L &
MNTE 3, HBOIZWEAINOS (endothelial NOS :
eNOS) DEAEZED 5 Z £I12 &k DICAM-1KH %
BIZHBILTWBEELIOND, RADERTIE
HBOI!Z X DICAM-1REIZ M L THREDRR L
B—RFETDEIICALS, LirL, HBODFE
BERREBRELESZ LR, R L L THANED
A DEBEOBAITIZEENE TH 5 DIIxt LK
HOBEITRBRIZE A =V 52T -BORKTH
BZLBEDBOHPHELCNE3DEELILN
%, HBOWBEMRA2E Z 35121k, 2O LS ICE
HEBAL & FEEERAL & ONEMIRR DR E D& I
LEHTADENDHLEDLELIOND,

EE, T v b k@ iRocclusion model % F W
72 B2 T, HBORMLERE CHZEE Ovolume B EH R
RIS B Z EMEREIhTWEY, 72, #
BEOWHIC KD FEHIM B & OHIRE O SE
BIIERBESIRVPBOOENTNE, ZOAH=X
LD—D & L CHERBZOIME AR5
AfERESEOHENBEGRL T2 EDLEIL6N
T3,

HBO: EMFEREE (ischemia/reperfu-
sion injury)

BUEE TO L T AREIMMHEGREE IS L THBO
BRVEHTH DI EBRBRNICHMONA TS
B, KEDOBRTEZDNF A H =X LIEE> T



180 Y B = E R SRR 1 R

v, EERENCEMAERBEEETLEEDZO
HBANOHELFANTAS L, NEMTEEE I
5 BB T RBELR M P ER Dintegrin B BB NIC &
DRENEHRIND ZLHHZ™, LirL, Bl
FHERIC K 2MBOEEIIE IO X5 BRERED
ZAL2ZF T <, NOZJ L 7= LA - iR
%, apoptosisZt & DHIBITEDHERE, s 3 v &
EAREEENBEDLS TWBZERHLIZE -
TETW5,

1. RMmMEEREEENOBE

i ML PSR I B ZE IR RIS B 2 B 4 A —
VELEZZEMhDTEL, MRBIFEROBE %
HIRT 2ERE B2 >TN5%, v Y XEREF N
RO TR, EESMIC IV TR F
FTARICNOEEDTUELR AL N Z LB
T3, ZOBRE, Mo BERRIZNOSH
EH %G55 L2 X 0 FERE Ovolume % K1
WHTBILBnTEBY, ZDOKS REEEOR
4> &N (omega)-nitro-L-arginine (L-NA) ® k& 5 %
IEERIRMONOSIHERITIEA SN 5 48, #EAINOS
(neuronal NOS : nNOS) R ZWHEFITH 57-
nitroindazole (7-NI) TlidAbhEWZ 25, H
EREEOREIMMER T bBEDEELDL
N%, £7=, HIEGEE % Evans blued M 54
H\ % matrix metalloproteinase-90 R 7 & Il 45 15
FEOHE»SFEL TS, LNAOEZMAFEH X h
Tw3, LaL, BOAERNIZTNIZES LT
EMWERIMENTSZ L2 56, EIiiHDOnNOS
LREFICHE L TSI L3EETH S, 7z,
Ty MERWEERIZBNCRMBEER%IC TR
SpenumbraffBIC E W CHERHBRELERIZ LS
LTWBZEARENTVE, Z0&S &Gt
F_EFIINOSHERAT & 5 LN (G) nitro-L-arginine
methy lester (LNAME) &k h#flghs Z L
5% penumbrafBif iz 51} B IE MR EHEMIZIX
NOSIKIFHED % 1 =X L HMEHNTN B D & HEER
Eha,

— B ZREFEIZ, NOIE T ¥ A i Ui
EENBANTNDBETEIELLLH B, Th
5 O|EIC LIUL, R FERRE ORI EIC
MER7 V-7V ANOEMPFREEE LTBb-T
B, ZORFRIIZESE XN B3NOY T ¥ HILiEEk
KB 722 LV ERBREIBLN TS, 7z,
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% 3 % 72 7 )L CLlrarginine % & ' L-NAME %3
FHRERICHEEE X kb 5722 & H Sglobal
ischemiaf O M FEE I IINOD B 513 EE T A
EFAWMELHBY, ZOXSIT, BOEERRE
FEIZBANODBES I L CIEERRIZE ST
EYORRPBEH IR TEZENE, ZTOK
REBFIHEEICL L 528480, ZhidfEso
BRI HSHEHEIIEAD - TV B 720 T | i
VPR E R ONOSD B 58 % & 8 7-NO& T Dk HEE
BIZoWTRESHO X5 5 3 RDER A HO%
BERHBHEDLEbh3B,

BEDOHBOWMIEE % 726 L, E#ns CH4
D RPFEROREL £ 5, BRIZWLDHhD
METALND KD IC, KIZHB T BNOD LRI
GABA poolD D> R E MM B ES b A THRE S
Ol ZICEHBELENEMED T 6T 329,
72, ThoDRETIINOSHEA DR EGIZLD
MR SR P EIER A 5 Z L ISRINL T 3,
ZO—7T, BOFEREEICN L THBORESY
BAHTH D LORENLEA LN 52, HBOK
BREDESIBADIZ LI k> THHRERMEL
TV REZHEMLIERIZ LN, ZO—D20D
= Z 4k U THBOIZ & % NOBEAE Hill i1k i 43 B
HDoTVWBELTEEZINS B, EECurryd 13
7y P EAOTESHRICEMEERESED T
L EEAL, HBOWREANOEL 125 % 2 8%
B L 03", ZOEERRTIE 4 BRI M #%
904F D W & 1T\, HBOWBRERE B ER P I
25atmDEEE 5 2 T3, R TITHEERN
FHOIMENOR IZ L U A WAMERIZSH - 72D
XL, HBOWRHEH CIINORDHMARD T3,

2. RMEEREOMIC ST 5

(apoptosis)

R L P 4% D BRI L= 35 1) B MIFEIZ D T
3, BRERICBOTHIERMBRAICE ATV S,
FRC, —BMORIKEAET VIS T, BE
DCALl= 2 — v VISEEROMasE sz 5 Z &
BHIGNTWS, WEDCAI= 2 — 1 V34 R
M T CTGE- 12 RBE L TWB A, BIMDHE
KD ZORBIIHRT S, —BENTKEN T
i, ZONRMEICER SN BTGE- g10@ % I1c &
DDNAWT 1L % £ 5 MilasE A FFE X h 57, %
7z, CALMIfaRr Ay 2 B R AMRZED £ H = X 4
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Infarction

Ischemic penumbra

X2 RmEEECHT Bischemic penumbra®fF#E
PORIENAREAZE € T LI BT, MERO I HBEE KT L TSR
necrosistZ {17z 5 TV & vischemic penumbra2fEET 5,

& LT Z oM RN IZBacB Iz T ORBL 4 BD
BLVOIMEYHBY, 61T, v AR
IZBcl-2: 85T & BRI R B & ¥ C A MRE 1Ml #% o f&
EERBNTIA, WS AT FR I L
OEMEDBD 2162 | ZOFEROMIIFERE
SZUPRICEW EAFEA B, B IMEERR I
B T4 6 h 3 MFE3E IS iZnucleosome L XL T D
DNAMF L BB 5T 39, 72, ZThoD
FREMIIESE L caspase DTEMAL & fES Z &5, 7
025 LHIEYE (VbW Bapoptosis) DA H =X
LN TNBE B D LHERTE B, Bic, B5
IZHFET 5 BRZM= 2 — 1 v Tldcaspase- 9D
ML LI by FY 7 h 5 A ODtransloca-
tion3A& & 1, cytochrome cHTFEM:DHMINIFEH AT
LTWBZedbrd?, —5T, B ME
WREFEICIZ F 1 v v FF — ¥ RDdysregulation A’
BboTndLniIRELALNBEY,

Z D & 9 7 R I VSRR O fRE ISR IS 3§ B
HBOD#IROFHEMIIARAT, BMmMEOER & v
SWE TR LARBICTRTEY 2 » 7BEARED
25 DN AEA TV S, In vitrolZ I i 5 Mz
AW/~ EEB T3, HBOIHL-60M R Jurkatill i
& EOGEMRIC LERY - FREOT R —
VAEMETAMEL DB I EBAREIh T
%, ZOHAIZHBOMHEIZ X 3 Mifa OBAL iE M

DEIMZL2EDEEILNATNBEY, ZD LS
12, HBOWEHITRRESBALIC 51 5 REEMIREO AN
FEERT 5 Z LIk DAMEREOIEERNR &5
TEDLMMT 2T LN TEDH, W MFE
Tk DR HIRITED H A 5 % Z NiFapoptosisDIE
HEEPZ>THETHHILIZE D,

3. RMBEREELH#H 3 v 7EH (heat

shock protein : Hsp) #I}

i I 0 5 B B SE % & U % BRIZ 13 “penumbra”
VWS BENRLfEDLDNS, ZTHIZERNICITH
IRRBIZ S 2 A E 2L T B EEERIO
I MFRATFIE L TS EALISH LT LIE LIEH
Woh3(E2)%, Penumbra® sy 4877 L HEE
BOPLK % AMAZBA < 513 7 D% D iipgIc B R
BHERRITTERTH S5, —IC, ML
R LB 55 % (B384 5 72 30 12 I3 RSB A DA K
=BT 20BN H 5, B3 v VEARERE
EHDOEXHEEHER T BEDOERE & R HileA
ZAT, BIUICXD X A=V %23 7-M2Ic8<
HE L CHEBET 2 Z B8 FH XN 3B, Hsp 7048
cortical penumbralZ HF W THEIZHKEH L T\ 5
L OWEY X, BUEWMEARED & X — D OM%
MIBICBRRICRE L TR EVIHEY BZD
ZEEEMTI TS, 72, REHBLENTE
LK DEY 3 v VBARBROMBEEMSEIZONWT
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EFNSN TS, Hsp72i3 M Al fake A IC R
B2 EH L TE Dastrocyte Tl A b EWnE T3
WMENDH 5%, —F T, Hep27I IR M1 & 121E
BRfRA e <, MG E TR L T 3Hsp2713
CALMIRERICEE L T % 7=, Kt Dastrocyte
ICRBE SN TN 599,

2D &S KRR MR E R E 7OV 2MEIR S h
B, BRI B D 5 R F O/ D 5T
W5, Currie (3kHH) & P REIIREAZE T L
EROT, BMEEICEY 3 v 7 BEAREHEE
THHIEERLTVWEY, ZOHREICEINIE,
45 HI Dbenign ischemiafii L& % i L T 11 1L
B R I DA A 6, ZOSTFREE L
LTo2—uviZii) 3R OHsp70F B & L U
EHICPE  gliaffifia % H.0 & U 7-Hsp27 D R B
MEEB IR TS, % 7Nishis DHEIZH T
&, FRRE 5% — 8 I BGPN THsp700 A 5 A3 TTHE
LCW3BZE»5, Hsp704 K ML AT D fi f fa
REIH LDOELEFL LN TWBEY, ZOHEIC
T %, CAl pyramidal neuron!Z iZfEE % XIT
X 5 W D FERERE Dischemiafi V& 12 & 0 I
fittE2 R L TH D, MRRIZI 1 5 Hsp T0RBITT
HEOBEMESREIh TN,

R s o 2HBODOERIME L 8 3 v &
BEAINE L OBEMEIZ DO TR @IIZD 50
A3, Wadab tdgerbile & i\ C g Ifil L& & {IZHBO
AHELAERBABMATE+E2 2 £ ICIL Tw
5%, Z O%ETIiX, 50 OHBORT AL & B i
HBO1EI B ¥ & OMALE X FERE I Ho N L #% D ¥
BCAIFEB O siEMlaEE A FRICRF I T
72 %72, HBORIZURIZ &k D A& & Hsp 72K B
MAROGND Z LH 5, B IZHsp-725 B8 5
LTWBZEMRENTNS,

ZDEH,HBOO L LY 3 v 2 BERBEANOE
BIZOWTHNRETIZ Y V3B THsp70R B
BEBLTHED, BILZ ML 2K U CHileRE
MBS ZEBELIONTEY, el MYV
JSERE WIS BRER T, EWESBREZ LA
Hsp72/73R B A BEM X & 5 38 8B OBEZ b
L 2 TidHsp 72/T3RBEVWH T 5 Z L 2#WMEL
TEh (X3)®, HBOICHRT B8y 3 v o &EH
IBEITIIRER L AOEESEE LB E R
TWBZENREEIND,
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Moderate oxygen stress
Excessive oxygen stress

Control

3 BMEAMLRAICEDUCNBOB 3 vIE
BAnE
hEBOBEZ b L X TlidHsp72/73DFE I
ARBRONBA, BEOHEEA ML XA TFTIR
By gy o BARBRE» L > TUKTT 5,

COthE L HBOAHE

1. ChEFTEZS5NTE/COREICHT S
HBOBEDES

HBOWEHIZ, K% BBESEIZT S L THR
MEkD~NEZ 7 (hemoglobin : Hb) # 5CO
EHERICEOBRLERAB S B LEZ 6TV 5,
—fRIZ, KRREAEEOZKIE Tk Con Y
WIS I & 7 4 B 105 ~ 5 BEfEI2097 L Wb T
W3, ZHIZX L, 100%EFRRA % T 5 &
131 RERE ~ 1 BERI20 ST B, X 51T, ata
(303kPa) T100%MeRILA % § 5 L CODF 3
132355 L %% (F 1), ZDZ L, 5HBOWH
I&carboxyhemoglobin (COHb) YHZ58 B % fH 412
RO R OBRELMEICFS L TWEED
LEZILbND, LArL, COEHIZmRDEIE =
COBBD/ISZ -V EEICE- T HELEZTS
72HE 1ITR L RBIERFIC K> Thrkh DR
BEDLDHIBEDEEILND,

2. COMEDREBE
COLO:EHEA L THDISHAT 528, 0k kN
TCODJ5 %3220~290f5 A I 358N Z & 23505
T 370, COHDBHFET 5 Z LTk D KFEA
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#1 Alteration in carboxyhemoglobin elimination in halftime under

various conditions

Condition COHDb elimination half-time (min)
Pressure Oxygen content
1 ata Air 250 - 320
1 ata 100% O, 60 - 80
2 ata 100% O, 46
3 ata 100% O, 23
HR55,561- & %

#2 Clinical manifestations of acute carbon monoxide poisoning-Duration of

exposure 1 hour

Atmosphere level (ppm)  COHb (%) Clinical manifestations

400 72 None

800 14.4 Headache, dyspnea on exertion, nausa
1600 30.0 Confusion, collapse on exertion

3200 58.0 Unconsciousness

4000 72.0 Coma

4500 81.0 Death

ANEZ T Y VISR T SRROBMEILEMNT 5,
#HoT, NEFUY VBRBERITERFICY T

P LHREOEBREAEL 28255 (B4),
7z, CORMENDER L &#54 Uil ErEc
B EILIONTVS, EEZIh E TIC,
myoglobin, cytochrome c oxidase, cytochrome
p450-linked enzymesz £ DEAHACOL A LA
FICHBELZRITL TS A ZEAREI LT
B8,

BloomiZ & #u i, 2 HECOW 8 0 fE K i3 1
COHbDHIAIZ & BRFEIICEL L, 30% %8 A
B LEHEELRL, 80% TIEIZHIB & ¥h T
29 (R2) . L LkhsEEOEKREITCOF
BEREALBA, COREFEDOEREE & Kbt
COHbL ~L & DROEBEBRIE ST L B i &
D Lane L AIMHKEpH, HEHEERL XL, D
[EEEORE L EDOFSTPHREMEERS S Z LA
RERTVDS, BAFOLEERDL D 54 P60
L TEGEIEL, BHEFOHME S TRICEE
LTwakdunbhd, BLrOoREEBRAEL TV
25 Z ki3, EECOHRFEDIERIZHEMIZECOHD
MEDAIZL>TE 725 ENBRTEHEVEND
ZETh5B, MBPBRILEA T ZRETER
FIZCOHDMEA#EA L THIT L A EBHBMHIZAD
hny, TR TE 2BEMET L 7-IREE
TCOHbLMIFED X b L AR 05 LIEFBICEEL

Bloom (1970)®iZ &k %

FERBENTL 5, 72, COMBOEERE IZHE
%252 3012 MMHCOHbL R Tld k<, M4EH
IZVEMR L 72COM MBI IT LOE AL T
cytochrome a3DEE A2 & 7256 T L WO MENH
2% L7=h 5T, COHbIRRE MK T &M
DFEIEZ 5, COHbA10% T & X iR
ENREID D B3 THICEL2BAEHDE
%, WIZCOMmBOYHERE T, M COHbIZE
WATHRRRE 2T & A SR E TR WL
T3, ZOZ b, BRBOCOBAIZL D EWV
COHbIRE L & > TR EELEREBEN L WA,
- ZKRECL RUABE 2175 E AREPHIT
BREFTEZEOHRMBTE 5,

HBORHE AR Ml A /N B D COHb & JEH
IESHD R EHBRENEXZ22D0TH S0, B
ERBCREDOHIEL WS L 5  EEAEE %
B LT3, IEEOBERLIECO % D1 R
IZCOVANRUPET T BISHE-> THEMT 5 &h
WEX RN T B, BEBRLIEE IR IR E O
POEELMEE LT, ZOEBE, O EMF
EREEIIPZ A =X L TREELE 5L TY
2DLEZL5NS, COMEEFLEBWIZHBO
B E L 2RO RERBCIREEORHIEICDWTH
N7 T, 3ata (303 kPa) DO, THEEEREAL
BAES 5 KD, 2ataTIIHMEFORRERL 72
DIZX L, 1ataTIHAEEREILOREBIEZZED S &
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CO poisoning
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40% Hb
anemia T7

Vol % oxygen

T T T T
40 60 80 100

POs (mmHg)

4 COHFICHIBAET/OEBEEIBEDNS T b
COHFIZ X D60% A COHb L 7 - 72354 (40% Hb, CO poisoning) & HIfiLiZ & 1
ANELZ T Y HBBHEDI0%I s - 72354 (40% Hb, anemia) DNEZ 0 ¥ iRl
AR LT3, CORFFBICHV TR, KBAENES T VTR 5BREHAM
MEOBENNC & 0 R A EFIZY 7 P LT3, Stadie and Martin®® 2 &k 3,

WEWIERBHETNE™,

F7-HBODHID X =X 5L LT, BEFRM
DRI IHE (oxygen induced vasoconstriction)
12 & D IVRIE A BRI X B LD FTREM: & EE &
hTnwa,

3. COFBNHBIE (HEEE) SHBOGHE

COFEDORLS MO HEREL U TERED
#4t, (delayed neurological deterioration : E&ZICO
hEEL IHEN D) BEF N BV, TD&S BIE
Flcid, —HIZERPERIHEL TRB L2,
ZAZBDTRETSHIBZ V., ZO%, HE»
5 BOEM% I 7 - THRIRET IO RS R E 5
BL, 2B, B3I afled s, B
SiE F TOHARM % lucid interval & FEUY, @ #1314~21
HEE COHABI B Z LT EAERY, 20D
& Bl ERETEL AN TE V30K TT
L AEARLEREWY, 7, ERBOELE
IIHBOWW A T - =B TIRIFLALEALNT, £
A1 REBRRADATHE LFEL BAEIC
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2LDTEHEVI LA TS, X512,
Zh 6 OFERFNIZX LTHBOWE %2 1 [ElfT 5 Z &1
L DIERDIEREATNBE™,

4. COPEICHT 2HBOREMR

Goulon 5 12273 D EFECOHFFEERFIZDWT,
¥ D 6 KR LIMICHBOIRIR % 1T - 7= BEIZBOER
M13.5%75 5 7=DIxt L 6 B UIEICHBOWR#E %
ToMiE3LI%DBFEEEZRL-MELTH
D, PIEHBOWREOEEMAKA T 3™,

COHEIZX T AHBOIRERIZ Z N E TRWER
O, 1 5EB.FE (normobaric oxygen:NBO)
WAL L 72830l TidEbA b L
control study23 2 X TV B3 Tid vy, Raphael
5 H319894F- 126291 & \» 9 PLERHY KFR M o B ET %
T\, NBOWA & HBOIGHR & TIHHME RICEHA
HohhhrozWELTHBE?, LirL, Z0
WEICE, OREFEHRDO ZVWEHZBZOAT
ZOIELEAERIRERSE Vo TOHRBERITTCOE
W@2.5% 721t 3ata (252% 7213303kPa) TIRET
NEE S LB TH - 7-TREMEL H B DI, 2ata
TOBEL 2T > Ty QHBOWRERE & X HE
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HRRMKIR RE

B/ BEEOBEHE (3427 uvy, pdsokE)
BE BRI

TP EROFEMAL

BEZ L ZOHEM

P Ha~\ O BB L ER DETE

IR ZAFHORHE (cytochrome aa3iZ#iA)

pues ilior 4

BRI 5 7R b — v 2FHE

B O RS

& Orandomization 2 WIHIARIE T 6 RERITRIZAT
bR THBEENL DIDOREAN BRI TE
D, HBOWBHESERLIERI Thr 5022 L
TITEEM A% 5.

COHET v MEAVRERTIE, HBOBEIC
K OWEHMED LRES I EHTESHNBOT
BEORREENZESREIRATHE™, F/,
FEEERLMRERRIER, £FHHEICONTE
HBOANBOL D ¢ EROHEMHR AR L T
27, —HERKREICE VLTI, RikEEe O
&R & B WCOHEREE Dprospective, randomi-
zed study T, NBOWGEETIx30%1F 7 il (23%) i
BRI D MHRFEIR A3 A & 7z DIZR L, HBOTH
30/ 1 Bl & & & M A RICEBHERI O w4 EE
ERMOTIENTERLVSISWMENDH BV, £7-,
OB T & RBMFEE 2k X L VWCOPEREIC
% L CHBOWEIE D ANBO L 0 & #3EIE D4 7
Mol Z EARENTNBEY, X512, COhER
24BERALIAIC 1 @ EOHBOEBEE 1T A ITEHE
BHEEAPEDRDEEBILENTE D LOH
L HDHY,

LA L&A 6COFREICR I 2HBOWRRIC IZFR
EHEICKHEREEREEH S AN, RICIHER
SREWE L CBEIEE L3I0 -> T2 DH
BRI 5%, EF, CORFIIIT 2 HBOWHE
ZOWTHROWTEENZR/ LA TOE 4, £
NHIZONTIZERD [HBOBRDEIREE] D
HTRNRBEZEIZT 3,

5. COPEOHI-LRAFADRL

COHMBFD AN =X LIZEHL TIZBHENL2»
DEZFPEEEINTEH (F3)Y, LEEBR
OB X 3D h, F7-COHbDEH EFKIZ

B L =R ICK L CHBOWRB ¥R 50D
PZOBFIEFEETCEIAHATH %, L
L, Thom b DRI N —FE D LT, 2 THE
PEDT I —=FIZKDF 2 A =X LR
INTETH,

%9, COIZIZHbE A L THRIEMRBREZKET
TEBEWSERMSMC, KIRE TOABNIER
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5%, NOSHFEHZNIZ X ZOIMEND/ERIZZEH
R NS Z 26, MBOKEBES MEILR
D—HFMEFEHE T L L, NORFUD A H =X 4
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& D nitrotyrosineD W MIFANDERE A AL 51
% Z & 5NOHROBALY O FFE A L O RE
TR BHBEEZTWBEDLEEDLNBY, &
7B MMAE BT d, NOSHHEHITH 5L
NAME® gi LB 1 & 1 M58 519 Y Snitrotyrosine
DERMEMZZZ LN TERZLLTHE)—EDM
FEOEANOKGFUDOER TH DL I LAREN
T3, X512, CONFEIIE MR MATIZ
FoNBIBAND B, COIZHEIIKRE TNOE
% B4/ X apoptosis & BRI % & 4 T OflifEsE
EHUTE T LS TEREY,

COBE 7 v b TRIMEEH DNO, RE 2SI
%%, LNAMED #5247 Bk % Ml 4 5 LiE %
e ENO, IREOHMIZEE K, ZOZ&h
5, CORFBIZHB W TUIEMAL U 2257 Bk A 5 AL
X N7=-NOFELE HNO, %5 £ OB LM DO ER % {2
L, INAKERECOEREFIIR’NLE0L
£z2560 5%, CORFEDIRIITMETIREDE
Lo % 5, —F, HBOSFREROIEMEAL % #1
% xanthine dehydrogenase”® & oxidase D % # %
Wl 5 Z & &k 0 B ORBL M5 5%,
X 512, HBOIMF HERDCGMPAK £ fHET 5 Z
L2k D B integrind i L 7= BEWBRICH L T8
WEBES5 X257, Lz2->T, HBOEROAF MM
IZ20WTC, 2Ok RIFhEEEEE A L =R
&0, OMEEEZEOMHOEIZF] = H< Matk
ZOHBIZ LD REDOHH & VD X =X 4T
EEMOKREFILELTOB E WS RERESEZ S
hTns,

Zh5NOK & CHFHERIREDBE G- LIS, Bl
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% 4-1 Disorders currently approved for HBO therapy by the Undersea and Hyperbaric
Medical Society

Air or gas embolism

Carbon monoxide poisoning and smoke inhalation

Clostridial myonecrosis

Crush injury, compartment syndrome and other acute traumatic ischemias

Decompression sickness

Enhancement of healing in selected problem wounds

Exceptional blood loss anaemia

Necrotizing soft tissue infections

Osteomyelitis (refractory)

10 Radiation tissue damage

11. Skin grafts and flaps (compromised)

12. Thermal burns

E.P. Kindwall: Chapter 19. Clinical hyperbaric oxygen therapy. p.543 (The Physiology and
Medicine of Diving: edited by Peter Bennett and David Elliot)iZ & %

WO A WLN

# 42 HABHIEBREER2SNED - HBO BEOEIGEER
(MARREINER)

AR EDPEROMRE —BERBRTELNC I NCET S FEE
HABEE

BERNIIE

BEEHEE

B IR 1T REE

BERTE

HEEKERE

5 EAZE

BEERGRUOEERS

w MR B AREAZEE

11. AEOHIEE

GEMARBENER)

BIER —BR LIk RPE

HIBTETREE E S BHOITEE

REBE% OB NER

RFEHERE

BRI RHER

REREE

EEERIME IR EENTE U < 138 - BHFNROER RRE R OH X AR
HILEEHERRR

AE F DM OEYERRESE

m B SREX PR RBRR LA I NS BLER
BRERRBEORESEE (HEABREREESS ¥k 7F 11 A 16 HEAKIE)
(N )

N N N

CENALM AN

% 5 Hierarchies of evidence

I-1 Systematic review of several double-blind randomised control trials.
[-2  One or more large double-blind randomised control trials.

II-1 One or more well-conducted cohort studies.

II-2 One or more well-conducted case-control studies.

II-3 A dramatic uncontrolled experiment.

III  Expert committee sitting in review; peer leader opinion.

IV Personal experience.

Davies HTO and Crombie IK. What is a systematic review? (1998)IZ & %
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(delayed neurological sequelae) 12 H T RIEZDH
FABE L TWna &S IEEICER TR RN
ARG TN, COREET LT v F T, CO
WHE% 3 ~ 4 HEICIC I 2 FRA L M SR
NADBENB, 7k FEIC T TlgGD
mhsashsd, ZHIZHL, NOSHEAROHES P
HBOWREC & b MR 2l ch s L L 8 ic
eGD LR EAENEL kD, £z, CORBERI
H H @ % &L &% < 13CD4 helper THE iz @ 3 i %
class I MHCHIEOZEHLEMB AL NE A, T
D & 5 5CDAMHCOHOZAL & & 7=, NOSKHEAID
BE5SLHBOWEIC K DB ohE kb, 20K
5 HERD 6, CORBHREHMIEZ 31gGO I
FEHREABI XS L 5T, BORENA =X
22X BRIEOFRABLEBDMEE X H = X LI
KELBEELTVWAZENREING, 7z,
HBOWGHS Z D & 5 kA REOHIEAHEL ,
TERFEE OIS KX £ REERZLTNWEZ L
FRENTVG, ZOEFLTIE, WEEITORE
RHPSERERFIE FEEICRS AT HH, 20—
H TR LU TL BIgGhfl 2 B L T 3 Pk &
D%, CD4 helper THIfE & class T MHCHUR % ¢
OffifgE OMEERIZED LS IZfTbh T30
PuEEFELETHERE BN,

ZD XSz, CORREIZI T BRI ipkha
Tit, NOEEAE, ML Z b v 2Dk, Fhko
sequestration’s & LM% > THOREN & X 7 =
ZopME 2k DREEEHELEDIZL T
LABEMENRE LN D,

HBO&EDBICKRR

HBOW I D 3# IS E B2 D W T, Undersea &
Hyperbaric Medical Society (UHMS : X [EI# K&
ER%S) »ED -EINEER L HASREREE

LAED IR L ORI D DD A
b5 (F4), HERBIERBREZEZVED 2HIE
FEREFRRBEIE L OFRAVE B> THIZD
FHBIEN(FR4-2), —75, UHMSHE D 75856
W (R4-1) 13, OFETHAICEHE N T
W5h (HBODOARYHEICB§ 2 BEammoMim, 5=BR
DEEFRIZ BT 2 ERMEOEH) O UEaRIE
HEVDHrQOBHEE L B L T Dcost-

effectivenessid +4 42 7 ENF DOREEHE & -
T3, LEXR->T, RFEHE, 2T, BRENHE
Rt s, BUEE L & IXEVERICEENT
WL,

A, IWROBEMEEHIE T 2 EMEL LT, E
BlE R ED &S ISR LML 5D TIE A
< large scale randomized trial, systematic review
EEDEN 7 T u—-FOEBEENIHIA TV,
BFED B O F M E Gl LRI R L
[l LT < & 9 systematic review® F % 13 R
BIHER &R TREEMEE (hierarchy) DOIHMICALE
L, REBEMED D 2 EERDROFMELE LS
NTW3 (F5), Lz T, 5%ISHBOREIC
BT ZOMBORIE/MROFEEFINT 5
B 12, systematic reviewX°randomized trial% .0
ELHEEIBMD ANGNDE LICLETHA
oF

ZFO—fl& LT, Tremblay 5 I & - THGMERRE
DA I 2HBOWERO A IS DV THRE &
double blind, randomized, placebo controlled
trialdt & & #, 20004 OUHMS Annual Scientific
Meeting TZ DME B H - 727, BRI, B&LH
5 HBOWER A X HERE & ik U CRECA RO AR
BhHBENSEDOTRE,L-72, LML, ZOK
SEBTTTu—FETEILICL ST, BEN
REFETH BEBIZH L T ZOAEMENFEN
BB, O I NS U, #H7- aEISREOEE
BB EDEELZONG,

%7z, HBORBEHEIGA L= DFiZE Eh T3
COPRICI T E A Y, T DBISIZEEM % &%
AT RREPHRATEENTS, BENLD
7 Dnon-randomised trial Tid, COHFFEFIZX L T
HBOWE % ¢ 5 Z &2 & 0 fiR R %EE & TV
TE2ELTHD, ThHHBOBMIE DR ADHER
LEZBNTE, LHL, Scheinkestel 5 i3 81
COh#HEDREIIKT 21HHE L L THBOWRK L B
BRIETOME (normobaric oxygen : NBO) A
Drandomised controlled double-blind trial & 171>,
HBOWER AR AL A Sk viZh D »
BIEROMRENE S & 5 - CORFEDIBREL L
TREDONENERRLTNSEY, SHICHE
B #4& & LT, Cochrane Database®systematic
review CHBO & NBOD #H#EFEIR 120§ 2 BRI
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B4 B AT > TR D, BECOHPEIZH Lt
TS FICHBOWRE 1T > CE 1 » AROMIE
FERORAESE WO T2 L dtikan & OfH
FHETVWBEY, Zh o0& CHBOWRE M
COHIICH L CTERTH 5 LYW d 2 DIid Rt
ThBEdICBbhss, Dk & EBEIZHBO
BEETO DO TIEEL B 5D Ulg 5805 2 g
BNZREET BB ER D BDTIEBENES D b,
FIZ N L7 ERERE, 2TV, HRMEEEREM
PR, TR A L 3B IS BV CHBOBE
DG,/ BIESBT U LWHETDH 5 L3V Ak
WV, ZhSDEBRIZOWTIR, BRI ZERMED
AT L & 12, JRAEE FILOMER, RIEHF DR
%8 L 7-HBOWHEMNR A H = X L FHOEEM
DEHEINTERVWESS,

#HO®

AL, HE3BEHABILREEZSHREOD
VYRV L [ FRERE L B RUEEERRE]
EBWTEENTIOBBEAREZZILOMEL
DThb, VVEVZAPELTOREDHEESEEH
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