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A0 E kbR & MK ( DEACMP) &
EHR10% ~30% ,E AR 13% ~50% .
TR YT RUE , I PR T 00 A 1 KA IR AT g
i+,

KER: — A kbR 2 — A kb

— 4 AL Bk ( carbon monoxide , CO ) H1 7% & H fif H
WRRRFFH A Z HIE R EA 22 EA R I
MBS B o ERZ " A 13% ~
50% HJE CO hREFRBEZL2 ~60 d BIKMG,
HE B L SR R iR B A S R RE AR T2 B I B e B
B, PR 2 g ok — S A B R T B R R ( delayed
encephalopathy after acute carbon monoxide poisoning,
DEACMP) ™% 3% 5 % (1 P 4 1y 10% ~30% ,
AN H 13% ~50% . ™ 5% W H A fF BT i, 40 2
BRI, AL S M E R E R ik
Aok, B Al AN I IR 25 A AR X T R TR & F
5%, BAEFFIT DEACMP (4 & AE AL, JF 42 it 2 Fh 3
W E B ICE o AR R & A X DL
Hﬁ%ﬂiiﬁ(k,(ﬁﬁ.Xﬁ,ﬂfaﬁﬁ” PR AT 2 5 T
A M AL
1 RHENEEREF(CT)

Ku %% % 30 ] CO vh 25 8 2 3 47 2 50 Il )4 43
BT 58K fil CT X DEACMP ()2 W it {0, IF A1 (& 2
TEABEE S d ATk Al CT A6 #x , 45 58 & B, DEAC-
MP 20 % (1 3k /B CT S8 Rl 76. 9% , JE 1B & 1%
I g 4L F8 3 B Sk L CT S 800 29. 4% , P 41 1) 22
S A Gt = S0, HR R I s 4H 20 DL R IG
WL N F o kM CT X 38 & PR BA 2
T4 ww%ﬂﬁmwﬁw0¢%%%ﬁ%ﬁ
Bl,DEACMP B E HF ki CT W RE R B R L E
DEACMP [R & 19 1. 4 £, 18 i T R & A2 38 % A il
B, I Had & BL DEACMP f8 2% 3k /i CT | e L

Wi B EA:2012 - 01 - 13;f8 B H#3:2012 - 04 - 09
EEEN

) EH R,
kWP ErRAr 2 A4, N

IR % B s B 12 BT i ST R
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o ME— AL B (CO) w5 Ji5 f ™ B Y IR RAE 2 — , FE R 2 I I Al
EF RN R RT HE (S R FIME (A R S BE R A% . DEACMP fy R i ALt A 1,
AR BLRL 8 2k CO AP 3 530 36 A mT &8 A A 0 T B, X HL Al 1 312
W HLA EE RS e H AT S A AR o AN SO B 0 AT 3 AR OR IR N AT SR B 5T, 8 DEACMP (19 1723142 W 14 i9F 5 3t

R AREPES

5 ok — SRR R R R R 5 12 T

140 9 K 8 A7 A A s K A % R e e . I A
Sk CT S 7R Kk > 3R A % B 2 228 #1 DEACMP /12
Wi UIAH G o (H T 3K 0 CT 43 B AK, X T 12
IR B I 1 2 B R 8 12 B (B AS 0 iR B
“%B",
2 EEHIRAR & (MRI)

H A % 3L g 1% % F DEACMP (%12 W f (8
e K CBESE B 22 10 2 1 AL AR T B0 AL AR ( diffusion
weighted imaging, DWI) ., T DWI i 1% & H 57 M —
RETE WG MK B F A7 /K 40 74 8O & 5 g R, mT
gt A A P K 4 T 0 A B A2 2l BT B0 SO0 A
S R AR, R T ke R 4R T 50 4 4 4 Y B
K i A B SR, T 2R IR 1 R K (ADC) fH A] L R
Ak i B i 451 A B o Kim 450X 5 4] DEAC-
MP £ #F7E CO h 3 )5 25 ~95 d 7 DWI ¥ &, & B
R R s T L NN U e S S Dl a2
XFRRPE RS 5, E TR IR W R BE (ADC &) b X
S 7 % Iy Sy kb B 18 B ARAE S, 0 8 X 1
ADC f(0.46 x107° ~0.68 x 10~ mm’/s) B i 1%
TIE#HMA21(0.86 x107° ~0.94 x 10~
i ADC {H 5 oK & 42 3R & MG B & bk, & A B
I, BT 2% Lo b aT HE ISR A& s 1 & AR
L5 ADC B N B2 B2 A BOR A OGP, B ADC i B I
K AR R W R LR K, B R 22 S i B
WL 60 HRH [ A AE CO 8 i 5 UM K il K
JZ2 ADC {B 725 1k HL 3 % 8L, ADC i 45 0 F 399 ke if. L
DWI 55 M 78 T f f , ADC {8 T 5 2 B 5 i 41 &
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P AR A AR A O, S ADC {H T R R R
B2 WTIR & o i 5 s B0 0 vT BB, 15 d ADC {H
U 5 M 42 78 DEACMP f) % 7k o T Beppu 25
Xt 13 fil 2tk CO rh 8¢ R H A8 2 JAJS AT ADC {H A3 il
5 LB, 6 il & 4 DEACMP M % 5 & % /& DEAC-
MP (85 L3R WL ADC A W AN [A], #E ) 5R & 1
o5 1 % A= 5 ADC I A SEME AR K. B2, gt
P& L& X DEACMP 112 Wi (6 A 7 2F — 2P W22,
K 18 9 B E 55
3 XBWENET
3.1 HEHEMEER

6 ® 9d P: 25 B ( myelin basic protein, MBP ) J& /1
HR 28 22 G J0T e 1 — i 2R 10T, 6 4 A o A e
2R GBE R S5 T BE AR, DA R RE B Y LR A
FEAEH . Ide 25T %E S i CO b K A H %
Sz A I B A W MBP iR B B 5E 45 R R, 3 6l
DEACMP g8 35 7 i1 B3R & 2 il s 4 IR 2 AT il T
t MBP ¥ B 1 3 3 5, T 7E 500 pg/ml AT,
{5 AT 35 1000 pg/ml, i A H B IR % M i ) B
i A MBP R BE R 3 5, /N T 40 pg/ml, fi | AN
it 102 pg/ml, [6 B & B, & )5 B8 A AR W
DEACMP i & fixi 5 ¥ 7 MBP ¥ B 4k % 4 120 ~
500 pg/ml Z [A], B[] T 435 82 76 vh 82 J5 160 d o i &
BA A RE AR 04 3R R M TR RR 3 IRV MBP YR B AE
2 PR SR IE R, O A 0 A R P 8 Y MBP ik
J& Xt F DEACMP J& — F 32 Wi 14 46 5, IF HLXFF3R &
PEIG 99 J8E 0 TS T AN B A 8 5 /E . Kamijo
457 %t 1 ) DEACMP 8 % F 95t % 3R, 76 H 3R
&V T 9 i R 2 W R TR R B ) MBP ik
AT 9 DEACMP ] — 4~ 12 Wi 75 45 b5 . Beppu 45
XF 13 ] CO v 5 B A8 R FE a2 R AR W i A
MBP ¥ J¥ , & B 6 fil DEACMP & & 5 # W+ MBP
W KF 110 pg/ml, fiz & Al ik 468 pg/ml, I & &
TH4E CO 2 ( <40 pg/ml) A RTE R CO
R T W DU A R MBP O B X T 12 W R R T i
g B R X, 1 ML B MBP i BE X F DEAC-
MP i, 5 00 A0 6, S 20 A 5 7 b MBP (B 80K
PRt 78 2 ve CO v BLIY % 22 L 22 o DU I 7 2
i 5 MBP e B AR A7 b B Gl o X I v A i A
Wb MBP 3 B2 g W, B AT AN AR 95 43 25 21 CO
TR RCE 4T R R RO A e KU B e ) R
4T TR YT, W HON T AR A B R TS P
fli A8 2AEH .

3.2

B4R E-6

40 i 4 % -6 (inter leukin-6, IL-6) & — 1%
RORVER 7, il 184 > 2 B 2 4 B i W 2 11, AR X 43
T 26 kdo A0S 2 AR A0 AR AE A
B FG A PSR A SRR 7 AR TL-6, T HR K 22 R
ge 1L-6 L2 T M & ou 4l M A PR R R B I B
A0 M /N B 5T AN M e B W A i S TL-6 FEVF £
WRAH 28 2R G R G BEAE T, B BRA M &R P
e, SCEA 40 M T Ide FXE 9 Bl &b CO
HRE R E AT IR W TL-6 K A, kOB 3 W kR
DEACMP & kB IL-6 £ CO P& )5 24 h N
A HR VRN, R R S R SR R K W TL-6
KA IE H i K K& £ DEACMP i 3%t CSF 1 1L-6
R LR R SEAE 2P CO R ag LI AR AT IR R
IL-6 H 2, X T8 Pk o 2 A v 7e v 1912 W i
. HAIKT IL-6 7 DEACMP (& 3% b (912 Wit {H
WD b T B — D WF TS .
4 IBRREE

& 7 35 BF BE 43 ( Glasgow Coma Scale, GCS) Fl fij
55 B e KE IR 5 48 & B 25 ( Mini-Mental Status Exam-
ination , MMSE ) J& 34 it /K b 145 85 ) 09 3 i 28 %
IS A5 45 o Ku 1 %4 43 i) CO rp i 8 2
1 2 I8 181 43 H7 48 357 DEACMP (1 7] 42 1412 I 48 4%
15 CO g 2 MR ) 2547 GCS | MMSE 2 3 f# J Ik
M) HE, 45 R kK B, GCS | MMSE 1§ 7 M Ik, xf T
DEACMP 112 Wi i {5 # 5 o 10 Cevik 27" fl Weaver
AR, GCS il MMSE T 4y 32 45 i 0 B
S5 52, XF T DEACMP 192 Wi fh (H A & o

5 fMLBLE
5.1 RTWEFELEEAM

Tapeantong 2=53) g g% % P, DEACMP R 3% 7] £
A0 T HE R o AT W b 175 & L A7 ( brainstem audi-
tory evoked potentials, BAEP ) J& Jz Wk fixi - W 9% #f &
1% 30 3% D RE AR B0 00 TC RN MR & ik LR A R
PE AT T AT kR RO PE S B R S B 3R A Xt
32 | DEACMP & #% ( DEACMP 41 ) fiI 34 fi| &
DEACMP # % ( 9 DEACMP 41 ) 7£ CO 3 2 ¥ b
#E4T BAEP 2 75 K5 A, 1 IR BAEP £ # 25 R kK B,
DEACMP 45 18 fi| 2 3 BAEP (56.3% ) I} 91 5%
#,AF DEACMP {47 3 ] (8.8% ) Bl »¥%. |
X BAEP #5 #F 5 % %I DEACMP & W7 i 5 &k B hy
56.3% KPS N91.2% . A H&AYE CO iR
4] BAEP £ A 5 % 1] 12 Wi DEACMP () & 4=,
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Y 3R VA A 02 B
5.2 KEHE

A 4 2k CO Hr R B 2 il 18] ( electroenceph-
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B2l R Q= ol N B B A 0 A DI | IS R S
%’l%ﬁﬁ}%ﬂﬂj\]j’%fﬁffﬁﬂ%ﬁj‘( persistent vegetative
state , PVS ) "' PVS 5 B i 5 B I K 6 e 2 OR 0T
2 FEEE, PVS B R H 40/100 J7 ~ 168/
100 J510, 3% B G dol 20 A0 56 00047 0 2 08 kL I AE R

WF5E & B, B 16 3, fi] 84 ( spinal cord stimulation, SCS)
Xt PVS %% A R o Morita 25 Rip B 4 AF 5 WL

567 214 5] PVS 45 A, SCS TT/*(DJJ‘ 20 HF)5, 4
54% i NI EBUKF R m SE RN A BGE . A
/I%U\U—Fﬂﬁﬁ?? i SCS 597 PVS fy al E/E F#L
il o
1 SCS X i 7t 69 52 0@

Hﬁ[ﬂl{ﬁ( cerebral blood flow , CBF) {1 15 #L i &

B 3 I BE T 7 B9 BIL BRI 3R LI Il A o 3l

ESWA ./ RAFHLGTHRI5 H (2008B030301196)

YRS EEA:2011 - 12 - 19; & E H #1:2012 - 04 - 09
&I AR

(R AN ﬂﬁbj&%ﬂﬁiﬁf?/\fflﬁﬂ’]
B 1], Hosobuchi®® 7E 1985 4F & Wk W £ SCS J7 %%
W, iz FFOE 7 K B S HLTZ iR R (SPECT )
Fr AL, A B R A8 ORI~ BRI O B R E N . Bl A
i PR E A B E 25, 28 5l 2 3% 8 PET/CT 25 £ 45
UESE, SCS HE % 1 m CBF 1 £ &5 ik 25 228 Bk 48
FT . Kanno % B 5 1 4 B, PVS i A K il B R
%ﬂﬂ@?[ﬂl?ﬁiﬁﬁ?ﬁ 10 ~25 ml/ (100 g + min) , {f§

WA ; SCS VEIF )5, CBF i 20% ~40% , 5
Hosobuchi ﬁﬂ:ﬁ, zE 0 — 2 H DL AR [R]85 ok 3,
Fujii 45" WL 58 T 7€ SCS 3697 Ja & 2K 1K 4 0k 25 9
A CBF H’Jﬂﬁlx,/n%%@%ﬁ SCS ¥ 47 f I 22 1Y &
AR R 2 Bk CBF i 1%, °F 4 {H o4 28. 3 ml/
(100 g « min) ; M X} SCS A B & ) W iy H & CBF
YR R, F B 35,6 ml/ (100 g -

min )
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