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A case of acute carbon monoxide poinsoning due to fire.
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Recentry we expenenced a case of acute CO poisoning caused in fire. The patient was a two—year—old boy.
He was burned in the fire, rescued immediately after that, and was brought to out hospital by ambulance one and
a half hours later. He was given 100% O 2 all the way to the hospital in the ambulance.

Although he was burned slightly in his ears, at the time of admission he revealed disturbanse of consciousness
(level 100) and an increase to 10.6% in the concentration of blood CO hemoglobin (COHb). Electroencephalo-
gram (EEG) showed high voltage slow waves in bilateral occipital lobes. The level of COHb decreased to 3.2%
after three hours of 100% O 2 inhalation. The level of consciousness ameliorated rapidly, becoming normal by
the 5 th day after admission. No abnormal EEG findings were found on the 6 th day.

The flowing recommendations can be made : 1) We should suspct acute CO poisoning whenever treating some-
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one injured in fire ; and 2) When the concentration of COHb at the time of injury is decided, we should pay at-

tention to the duration of the time to bring the patient to the hospital and the details of the treatment that was

given during that time. Fuﬁhemore, the COHD level may prove useful not only for making a definite diagnosis

of acute CO poisoning, but also as an index indicating the clinical course of the poisoning.
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I — AR NH, 42 mg/dl
WBC  97X10Ymm’ BUN 18.7 mg/dl
RBC  460X10%mm’ CRN 0.3 mg/dl
Hb 10.6 g/dl Na 139 mEq/L
Ht 33.0% K 4.4 mEq/L
PLT  42.8X10/mm’ Cl 103 mEqg/L

[ F IR Ca 4.5 mEq/L
CRP  0.07 mg/dl AR ML A R 34
ESR 14 mm/hr pH 7.38
IgG 693 mg/dl PCO, 39.3 mmHg
IgA 35 mg/dl PO, 89.0 mmHg
IgM 103 mg/dl HCO; 22.5 mmol/L

AL RRRAE BE —1.9 mmol/L
T-Pro 6.1 g/dl COHb 10.6%

Alb 3.5 g/dl PRARAE

AIG 1.4 Protein (—3
T-Bil 0.2 mg/dl gl (=)
GOT  34IUL WBC 1/10 HPF
GPT  111UL RBC O/HPF

Hitrmey (=)
ML X-P =iEE (—)
LIER (=)

LDH 625 TU/L
CPK 185 TU/L
AMY 85IUL



154

" Z &k E 3 - Vol 16-1995
AM—BERRTE QRBR FE1HBEERELAIL100)

aal

F”WM”WWWWWW

Fp,

C,

C.

0,

0,

2 %5 HDHEL CT




KRINT & B BE—RRILREPFEDO I

HELZzELTWREW)bIFTIdR, SE
DBEIITHRAENMR I BEROLIBETH -
72, URMEEBRB DN DHEE T 7 AN
— 2 & B MR T IS MEMETEES (B DR AR HE
TFIAN-BETHo 2. WERTIIEMEICH
720 TRAKIEE ZHEEL, LFIIAETLM

BIZROL o7
fgld i 22 2o 72

HLBERE 2RO 7.

155

. EERIZEE, TH, B
. RS ) REICE
2 BRI IZIZRE

7z {, Babinski XETIEETH > 7.
ABEERAERR (F 1) | ME—#&, MF,
AL ICIZEE AN o7, B

N

11/9 10 11 12 13 14 15

16

17 18 20

21

22 23

300
30~
3 —

O_

B L

LIPIR

BANR

100

RE®BR 50

ﬁ

BE (%) 0

glycerol

5mg /kg/[E] X 381/ H l—'l

CEZ =

] 1200mg/A iv

famotidine |

] 10mg/H iv

PB [ |

25mg/[B] X 2[8]/H supp

40mg/H po

10

I COHb
®E (%) 5

0

CRP (mg/dl) 0.2

0.1 5.7 1.0 0.6

0.5

FRAE Y

wE

CT

EEG EEG

MRI

EEG - CT

EEG

Fo i >~ F

X3

i R A



156 " Z R E

BE—BEARDE

g% - Vol. 16-1995

QRBR . F6HE EWMA)

4 BRI H DK

AR I A A 347 T b BE 3D o 72 2B IR I
? COHb B2 106% L ERLTWw/, F
ToREZE, I X-P EETHREIITDS
Nhholz, ABRREORME CIZBIET LI
EIRIBRIE 2RO 7205, BKIEASN R H o
7z (K1), £ _-JKH DL CT TITHEIRKE
JE B O BB T B R i DRI U % FR 72
(X 2).

ERRAEE (K3) | AREOBRERED
MA COHb D LHIZEhAaMcoFrEHELS
Wr L, glycerol, phenobal, 7K43#lRE 7 & @ fi
FEXEEIT )L EDICT A ATRALIC
L BRI G Z MG L7z, IGREIA 3 B
FIZI3 M+ COHb 1B 1X32% £ THET L
72729 Fi02 % 50% & L7z, &5 IR
ME8RFMI £ 1CIX M A COHb i 13 1.7% 12
BT L7, ABEERF 100 TH o 2E# L N
BIWHIC0ERYD, 0% BEICHE
L, FARBICIIEREHLE 2o/ £/2%4
MPIR XSS I0R H 12, SERRIZEFEFIRE ICHE L
72, 72 BENFHOREERMNYE CIIBRETOE
IRIEARIRIIER L, BUBEER A & BHIEER IS 20

Tl spindle ) I A NVICHEHLTHE Y E
WhkeZEzonl: (M4). ZEHS VA
DHIFE, phenobal x5 L 245 H 4RI TR
BERZEHRTH 505, MREENZEEIIAON
T,

Z =

CO HFEDHEFEZWTIZMA COHb DI IZ
LoTDATRETH Y, R2ITRLZLIHI
S O R 2 ML COHD # 2K AE
THLINTWEY, LIZIAHB—FT, *bk
FREOD I # COHb B 12 CO T AH 1R 2 5
E T TORRM, CORZBRMICEEIND
ODLTLODTFHRERELZVE D VDR
5%, ABNTB VT H REEEED M+ COHb &
FEIZ 10.6% & HLEIRMETH - 722, RIE
WCELBEFESH Y, B, CT I2BWT R
FEARBTAFRIAONLZ L, KKEH
B o ENBETIIROPITICEL R
JGL ol b %Z246b¥ 5L, CO
PS4 BE O L H COHb 12 40~50% 12



KK & B2 —BRILRETFFEDO—H 157

2 [l COHb & & BEFRAEK

B S RERIIZ LV (8L
o s VBB LA OB,
AL % L2 5h b &
E)
BXREUEE, AUSAERGHERR, K
FEESE | 10~20 -
g VR (B, BREE, H
WOET, Wb, HE
—_ BLVEERE, B, B, ©
T, HOEE, B
EEREERICINZ, B,
40~50 | #ENR, EEHRE, LIEEHED
SEEL
B P 5 [, £ %, Cheyne-Stokes
MR, HIERTH, &I2RT
e, EEEERICIZ, IR
55, FEDfEkK
LI WA, RSB, SaEIC
Bawny
80~ | HZE

ELTWOTRZWHLHER SN, 20D
AR 1Z COHb DI A & DA 1L 2R
IO T Cid 250 07, FEERIFR T T3 40 57
LERTWAHZ LY, KEFEE L) LK
FCTICIBMI0OTEBLTVWAEZE, £L
TZOHHEETHBRERAZ BTSN TY
DL BEMTONL). oT, Kbt
e LA COHb #EE Ol IZEEIC/T % )
REThprEEZOLN., £ EEN
COmEBIrOLHBINEEI NG LMLHF
COHb EEIZEHITEA L, 2~3KM T
SLUBRHBTELRVWIE D A0, H
COHb BEDHEIZE L TUTToREENF L
ECTHAI LML TS,

CO HEDRBOE FITMMBEERAIZLD
—ZI bR Co BV L, MkDERR

REPOBHHTEZ EICHAY. L LERE
HHENTWBE VAL F I A—F =Tt
COHb 7l % T & ¥, functional SO2 [=&
1t Hb,” (B 1t Hb+3% JC Hb) X 100] 7% FKIR
T3 % DT, CO HHEIC L A RERE MAE
DBWFNNIBL T W, FEFIZBWT D
AL D) SO21297.6 LIEHT, #0%b
BIGEEEHFENTH o772, T LTERIEKS
BELBRET S I12H 72> TiiLH COHb &
BEORTHFERZEEL L VALELRER
FRETICEATL. fEo TILH COHb &
2 CO FEBEDHEEZBWOAL LT ZDIERE
BEOEELLTOEHATHLILEEZLN
7z

BAND CO FEITBIT HRERT R ORE
LTI ElMED 5 W IZRTELMEN O o 3%,
SRR BIERBEEMAL L EPBITOoN TS
0", EMEFTIRHERHOICRBEILT AL
Ny, &ZAD, RENIHALNTHERE
\ZRTEE A S BETEER I 20 CERIBRE CTH
o7z, HAS? /RO CO FERICALN
B B IHIEE ) S BESICHIET 5 8
TRIFREAET, FHIILBHER» 55D
Sh, EREOHRFIAPCEEBMIIEL 2L
HBRTWE, TDX ) ITEANE/NRTHRED
HEHEA 1A U A B E L CIRECR
B HRE I OBEDTREME, MMERHERAR
BLUREORBMEOY 2 R IR TY
2. 85I BRI ERIERE A5
KIZALNE? O3t LT, ANETIIERE
BRSO E RS, ZOBEOBEMDE N
B E R DISE RS IS BT AN L /NRDZE
PRELT2H0TH Y, WEMIEERERE
HEEICHIPTVWILETRTODTHL L
Zz b,

CO FEDOMBEFEMBZEEL LT, AT
IZRESIRR - KRR YR - BEHDLVIINN—F
VIZALBRENLELALNLDITH LT,
INETIRIEBEEDOL R ) O EP 26T
HEEEIEESNTHELORDE L, K



158 J- -

NEURTFHEFTHEL LD TW
SN [ £WT% BAIZEWE SR
TWARERHRERZEDONT, EEFA I
BEHERHE 2D, EXRWEICIIEE S EE
szb Bl Rz Lo, FOERIZ
KRFEEZRE S IR L, kIR
i%ﬂ# ThbN T\ 727280, MRS
DIEFFICIIEEDR A LN o2 HIlH b &
Bbonbns, gl L7ET ROEHZEICE
fHF S5 &) ICEMOTEEISER T 5
HodbREweZzbhs /NED COF
TN BBED—D2 L LT, BERIC
RFTRZRDO L Z EAE W EICEE L TH
TEEDEEESHRHEINT VR, K|
TIIHREFELOKLEIZIE CT £ MRI T#
ERHALONT, ZHEHZS A ABRICHET L
VEP bIEHTH o724, RITBEEDOHIEIC
DVTRESBOIEEL 7 +0—T v THLE
EBRbh7-.
ﬁ&~,¢ﬁﬁﬁﬁﬁ%$ﬁ%WtbCO
EBICH D AATEEDREFEICHRY 2T L,
KEDEMFTIIEL LT CO FEFEICHE
LTWB ESNTWAY, ftoT, KKFEK
TIEEIZ CO HHE X RTEIZE VW 723F n 254
BEThHbLLEEDbNT.

o

£ X &

1) Crocker. P.J, et al : Pediatric carbon monoxide
toxicity, J.E. Merg. Med. 3: 443, 1985.

2) HAIER . —BRILRFZFAHE, ~AEA
Bk, 22:916, 1990.

3) RATEAE  2HE—BRILRZSE, HERS
#, 58:956, 1995.

4) BEREHL, i —B{bRESR
42:1771, 1993.

7=, BEHR,

w*IE

5)

6)

7)

10)

11)

12)

13)

14)

15)

16)

17)

% -+ Vol. 16-1995

Smiss. G, et al: Treatment of coalgas poison-
ing with oxygen at 2 atmospheres pressure,
Lancet, 1: 816, 1962.

€l %, fi: FABE, NERERK, 42:
1917, 1989.

FRAAIE, fib . SME—BILREDBEDOM
1 — 1 4 DHEWTRIBIER, FEAIAhiEHERE, 68

79, 1966.

Lennox MA, et al: Electroencephalographic
findings in acute carbon monoxide poisoning,
Electroencephalogr Clin Neuorphysiol, 10 : 63,
1958.

HAEA, M ANERUE—BRILR R P BE

DREFTR—BFTH o L RBI L FERIE

Blowkss, /NEE, 30:1209, 1989.
FOEHE, M ARICBI A BRENEIRIE

ZREMARB DGR, BRIRBE, 24 : 454, 1982.
Petersen I, et al : The development of the EEG
in normal children from the age of 1 through
15 years ;
diatrie, 3 : 277, 1971.

g, fi SE—BRILREZEFFEOK
BRI DOWT, ERRINE, 7:53, 1965.
THE#E, . NNEORU—RILKRETE
fE— BB & Dl i, /NER, 32:
191, 1991.

miE—t, b BE-BRILRFETED 1/
B, ANBRIERIR, 42:911, 1989.
EAEH, fi —BRILREPFEICELHN
BMEO—EL, f&ERBITEFLRMS, 31:
59, 1988.
Katafuchi Y, et al :
carbon monoxide poisoning, Brain Dev, 7:
516, 1685.

Daniel J Lacey : Neurologic sequelae of acute
Am J DiS

Nonparoxysmal activity, Neuropae-

Cortical blindness in acute

carbon monoxide intoxication,
Child, 135: 145, 1981.



