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—& Ak Bk Th B IR & i (Delayed encephalopathy af-
ter carbon monoxide poisoning, DEACMP) J& & 1 — & b fik
125 (Carbon monoxide poisoning, COP) J5 & /™ 5 i) 1 2 &
Gt IR BA B R BURR BULRINEE R . WA
WHLEIANTY RTTAATERIEE . STAER  OC T2 19 I R AL |
S5 S I AR Al B P 285 AR AR A A A 1R T v BF 5

COP S AMET- M A AR H WRE T . K ) 5
FEAE— 4 AkB% (Carbon monoxide, CO) T3 H1 23 38 i L4
Fob i 22 R GO e Az AR O b At I A
DEACMP Wy 5 # DL /) # 48 RR G2 I & 4iE , T DEACMP i
FEP . DEACMP [ & 55 % 0 102 ~302%2, %5 112
WibRAEAR— R AE 2Pk COP 5| i 2 R B 5K &2 )5
2~60 d HEL T FEA G R 55 CORE et A/ 5 2 1 B
15 R i 22 5 (20 HEMR AP M 2 A 4 AR 25 G AE 5 (3) 4k
PRS0 R b e TR T BE R . s AR LRI AT . H
T EL 2 B0 22 b o IR 28 e i S 4 20 B R PR A0 T e
105 SR L S D RE B 0 L e I 40 9 Ak 38t 4% B Ik
PE R 283 R VR A L AER YT 5 T H T A B AL X
M BE 58 & T % JK 43R J7 (Hyperbaric oxygen therapy.
HBOT) ) 45 6 A B G0, 25 3840 1 B R 4 45 % B0l
FIM . eAh HBOT 254 HoAthy 7 35> 8- AR — ., H i it
ToBiiaRT A . HTHZWRHLEIANE a7 B WA TE R B, B
JEA R —RFHE , B8 A 3 B R BUE R FF
o BE AR R FEEE K E . Rtk bR 4
W Bt K iU RUR: I 3047 A 20T U TRy DEACMP ) %
L, UTAFR , JE TR 1 G PRARFAE | 52 56 28 1M 3 A8 b B ph 4

SRR SR AT WA TN T ) A 5 B R, AR 43 Ttk AT T
B,
1 I&RYSE

A IGEFRAES (36 2 T e/ DEACMP fyfaf % .
XA REE S AR T L B IR B T e4 SE AU (Y A G 28 ik it
3 BT B B AR MG VR A7 T, H AR 2R 9 3R TGI8 S
BE AR RS Z A AR S O G F AR LA &
FPEE IR LA AR A AR PR R A T TS R A
BeJe A 45 7 HBOT ¥5 DEACMP (¥ % A 7 i 2 M
Fett. MR, CO BRI B S A =R RS ol e A 5

Y BT 014040 ST R B R A S I R B 2 B A 3k 1T
L EBEM AR CHAKE  SkEIF GREEED ]
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FI TN ED T, B Bos CO B2 A M A 5 19 & A=
EUUEERT & DEACMP iy XU s ™ o F B 2 B 58 i od
24 h i B IE SR ST A R RS b AR MR
B S PR (T R B AR TP B 1 8 LI PR R, A
EWikrEZ —" . A58 R EIR 2K =60 min' ' B 11
hEd A& B7 T B Bk 18 26 (Glasgow coma scale, GCS)TF43<<9
53 AT RE S R S B R - HE TR . BAh R
14— L1 ACRE PR AMAAE AL LA 2 X, Suzuki 4572 R
e RE 2N BB AT E 1 R BTV DEACMP g . 48] 15
FEbR . Zou S5 KR P TR FE SRS B | R FL S G 0 5 4
BA—EMIRIER]. 1S, 5 DEACMP AH G 4 25 G m
LR B 0 JUIL VA fige i 55 b W7 B 2 384 o A XU 4R
1T _F3R Bl T2 F 58 S 8] 10 4518 4% 57 I R i)
WA FFRTHE .
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2.1 R SRR

A I [ g i B 1) CO 2 5 PR vy 2 BB A e L 1L
#1# 11 (Carboxyhemoglobin, CO-Hb) FLA ) 43 . 1 ik % /4=
PAIAPR SR 3 B I 25 5 SR I 2 U4 R A i B L 0 UL O
SFEWME B R, 2B R S A R
B TC b 2 IR 2022 AT R TR AEAS B B4
R4 T 2T S IE ™, el TR A N 727 40 P 1
Wy FL g (Lactic acid, Lac) . C JZ i 2& [ (C-reactive pro-
tein, CRP) | 441 -6 (Interleukin-6., IL-6) , Netrin-1, L2 /i
Z(fiff (Lactate dehydrogenase, LDH) . L /% i fif# ( Creatinine
kinase, CK) #1 [JL % ##% /i [7] 1./ ( Creatine kinase isoenzyme
CK-MB) 4525375 32 32 8 i 4 B I A b o IRt BT 98 v
B A VEEA S M AL SRR W D R R KT A2 AL T fE
A% M.

TEBEN MR EE T Lac 5 CRP K P&k T H., H
H, Lac 74 i 2 2 LA R A AR R . HEATS
DEACMP W36 % H i BT 5T 4538 45 5052, 16 fE N &
B JAE PR 7 TE I PR TAE BRI 5E o BA AN ] 200 1 iz
R 33 B 09 0 o N A B 55 e FEXPEAS COP W TS M (6 A
BRE200 . Netrine 10270 Jg—7Fofv i 75 (55 A= Jd A0 Aok 28 240 i i) o
WX 28 F G0 32 08 X T A% 04 2 11 5T 5 5 45 1 il 5 B 174 814
BHATHU 5 A Zeoc T i/ Y . DR s s Honl
A R B2 Hp R X s R LS R A 4 28 2R 405 ) et i 1 T
MFEFR . Kokulu 255 15 YCUESE 202 BH 900 19 1M 74 Ne-
trin-1 ZKF-A 0] GBS EAE DEACMP i 5 i fEdr &9, (H
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DB 2 o i R REATL X BRATF 9 253IE 58

i 240 A5 IV e R dfe SR R 0%, 40 B PN 179 2% 7K
AR AL E AEFIWT iR B AR e . LDH JL T4 7E T T A
A L B BOTVEPPAS — i B . 1M CK Al CK-MB F 2440 T
HHAL ORI AE N . A F5E 2R DEACMP (3%
B Ta KR CO ZEEM, TRes AT L2 M0 S
BRI, B K LDH il CK-MB ] 6 .0 JJL5 495 e
B0 R KE CKOWA B T B LR 0 4ok, A R
W9 R B AT AT GE & DEACMP Ay fih <7 £ 6 [ 201820320
B FR YA AR 2t COP X & RS E I vk &
PR TTE H AT AT P AR T TR 28 A0 B P e R S
PR AN F B2 T A
2.2 FmtEAEtR
2.2.1 S100 & B(S100 protein B, S100B) 5 5 i £ 4 ig
£ % 11 (Glial fibrillary acidic protein, GFAP) ~ S100B &5
GFAP & FZAETE T AR A 28 22 40 B2 T Jid Jox 400 i 3% v i)
FRVEES A G o S WA AR A AR B S TS o AT 9IRS
S100B /KF-7E DEACMP K BUA Y 2 1 i 4275 ] RE R A
PEAR TG . Park 2604 3OR i3 S100B 7K S Al 44
i DEACMP (57 000 57, {Ft A 2 20 A i
T S100B 7K 77T e TR fE# , IRy 20k COP 2825 1Y 1l B Bt
RETRENEAT 2. Di 07 S100B 5 GFAP kP45 4 2
RARVI H BN AT AR R i RS 25 3R W 5 Atk rh iy
BUREIIA K. BeAh AT 5T UE S DEACMP {147 48 % 4k
P45 A5 5 JE v e Jo TG AL FT e B B BEAE T . H T
FEACRARSNHE A, EAEA /b alE B Rt — B IE
2.2.2 M It B B AL il ( Neuron-specific enolase,
NSE)  NSE J2 45 5 P A7 72 T KB 1 28 70 A A 28 P9 43 6 4
L i — ol I i L TR O AT A B 28 ST IR BE 1 B WL AR
PR REWFTFR B H R 2L E WY G NSE /K
& DEACMP fy .30 5 35 i W00 B 70524, i 4h, Cha
AL AR T NSE 192 T T S100B, 2P 4%
(24 hvs. 30 min -~ 2 h), PR AT AR BT R U s BRI AE
P i WD 4 A% i S0 BF Bk 48 2O 43 (Glasgow coma scale,
GCS) T B Fui e aff v 0 A b 72 Sh Rl 4 =g Wrse . B
(TG BERFEA G (AT 5E AR SE . Tt fs 5y e vl g
%5 DEACMP f) % 9 1ot # » Xu 250550 ) FH 42 3L IR 4 G A
%% (Genome-wide association, GWAS) {4 45 5, 7 e i ik H 6
Fif NSE B4 1 18 22 251 (Single nucleotide polymorphisms,
SNPs) , 40 2 83 PR 1) i 258 25 SR 0 A7 2R 3 49 A, FE(H AN
[l i) 32t 1% 155 A0 B 4 SNPs, 25 5 g /8 HoAr 2 Flh SNPs
(rs2071419,1s3213434) & DEACMP (1) 55 B 15, rs2071419
1 C &5 KL AR rs3213434 (1 T S5 B D DL K B A Y
GGTTTC 1 CCTTTC 22 DEACMP [ fa 2. s it
7~ DEACMP W] g2 735 PF 238 Fljst 15 75 A BLAE T 4h
2.2.3 BESHIETE 1 (Myelin basic protein, MBP)  MBP
KRG FEBEE O BA Qe R A5 AT e e E
PERIMEFRY . 78 CO BTGB R MBP HIg i 4k 2 1
FEM R EH TG E A R BRI . Xiang
LRGN LT Bl PR A 50 2 R 5 DEACMP %

DIASG R AE A BTN AR 7590 I Al 4 D PPl i 97 A R
TobR . A ATWFTE R 7R FE 22 I E i ) MBP K- H
A M > o BRI AT 55 2 A B 2m il i 42
ZAGEH R MBP /K- A E S gk Ji 156 6 9 D D9 . 3 RE B ik 25
SR SRR B LU B SE E— I
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3.1 Sk AL Z $345 (Computed tomography, CT) i
IRAIZABERTE COP J5 5 d IR 58 k&8 CT R I
i DEACMP [ fE i R 200, o, 3 (BRI 2 E IX 0 fi%
W DL B SZ AL o UL U R A (95 48 B R AiE 1 7R
B, HAA MRS IS R A REY . A, AR WL
SRR XA T D /NI AR DS X AT B T R
XTI T A U T B, Wang 2560 Fi) NG 41 20 IR 1 i A
AAESLER CT By ] FE, AR 2 COP S35 1Y JK -1 it
{H (Gray-matter-white-matter ratio, GWR) F&AI% 0] DAAE S il
MHEFR . F- R AR ILET A GWR S DEACMP fe A 100 A
Du &5 R L8 A CT EA7 s FHEMU AT e AR R
WAL RS L R A2 ABE 24 h ISk B CT g 2 9.,
TG CT P4 F L A AR 7™ J R B, iF S H 2L A T
I DEACMP XU FIARE » S LUG AR SCAIFSE 38 3 7 1l .
3.2 G R

3,200 e B e R R RO A 2 PR 1A
(Diffusion weighted magnetic resonance imaging, DW-MRI)
B —FIE ST 18 B KT 53 0 22 N TR 45 #0) B Rk 53 1Y)
TeA MR AR, T 4 20 ZUS 2% B A o oL e — 2 A v [
55T WV Bl A A e ) RS AG DS L L S 1 2R
Wk & %% ( Apparent diffusion coefficient, ADC) {8 [A fig
TR COP 2 Y 5 R E WU T DEACMP 11
ST, AR S e 40 0 2 1 K i ™ o AR B2 (%) DEACMP
TN EAT BRI . Teon 500 il i PEAL 22 ABE 2 h N &
# DW-MRI |y 2 I 3 S5 75 B T 01 8
IR R R S, 25 R TE 128 ) 2Pk h 3 BB TR AT 30 61
RINFH =G5S  BERECNH W78 19. 5 DS H WK
S EBE DT DW-MRI 58 A K B S DIe R R 1 & 4R 8
TR 2H (40. 0% vs. 1. 0%, P<<0.001), X375 5
SR REA B F K M D Re S . Ak, AL AT
FEBAT AR 2580 7,

3.2.2  JEAS KSR P G PR AR B EOK i R
(Diffusion tensor imaging, DTD) 53 #lé & mi{% (Diffusional
kurtosis imaging, DKD B DL % £ Sz B fixi 2H 23 40 g 11 5€ 3%
G R RS GET, T T AR HOESE Y
5T, Horp, DKI S DTTACEYW B 2, 3¢ DTT BE 4 Hh
PEALBEOLE R T F DY X — 2 R SR TR R AR
FWFFE R TE IR AT SR 05 () Bh AV AR AT A M BT 1925 .
WAL RS PR A R BCR (Mean diffusivity, MD) -3
& J (Mean kurtosis, MK) &5 434% 1] 5% ( Fractional anisot-
ropy, FA) FIllg & 73 %5 %% 18] 54 (Kurtosis fractional anisotro-
py,KFA) ., MD {EBAKHE 7R A i A 200 Bt 75 Pk 8 sy S a8 TR
T MK 247 Hde B o 1) TS5 05 i 2% IR SOWL 25440 1Y
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SR, FA A1 KFA {EREARE R BT 4E 58 3
BT,

i P o 5 5 5 Bk A R 5 DEACMP B2 3 1) # 0K
FARZASARDG , H 2Bl i) 8] 3h 458 28RV (H By 5 # At
Jixi MRI #2217 £ Fh A 412 A8 Ak, PRI W] B TG 12 o 7 30 T K
I R Ak IR . Chang 2RI ] DT 4545 TR R 1)
B2 i (Voxel-based morphometry, VBM) 43 #7 4 A &
b E B T S EOMAR R AL, R EAT T 3 A A 10 A4
A WKk A N BF 58 v S E R S TR PR 2ok
FORA SR, S5 R B TE O 2 h & B FA,MD
Fif o [T 18 5 10 A~ H L 300 i = J) BB A T 28 4 . o 38
2035 21 B [ s A £ 2 R4 AR DG 1 R T 5 = ) R
X INHITIEETE 3 A H 5 10 A YR B s . XHER
T DEACMP &5 (4 15 BT A B 25 ) 18] ) 2578 A8 L 22 O 5] v
DAL AT BE SN T RE F e R V). AT EE L
[F) B KA AR 2 5 2R SE .

Zhang 2552 | F] DKI PEAL 2t b 35 3 NI R By BE i
SN0k ST AT (A N = zng = 3 =N i i D g [E i)
SR, HAERE G 40 MR BE Ak R T SR . XA
DKI EA f 2t COP Jg o 45 45 1 AR By B i {8 . Bk
ZMFoE A% DKL & 5 i 35 5 194 205 #ih 3% BLEC 2Rl ok
FERAEEH KFA 7] LIVE A U405 B AR bR &
T JE AR S A TR BAT DI ik L X AR T B AR R — R R
Chou P09 s AR Z DKI A A Frh s 1 | -9 4
H BE B B A 5T A DR A 9 DK 45 44
A BT R HI , #E— 2P R T 7EX 4> DEACMP %A=
75 TG BE A e U T RO A e RE B, A AT
FEERAE T CO 755 [ B 405 138 7 & HL L AE 2
DKI H g4k FIF % i 30 B B S2 FIPER FRR0IE.

B2 % F DEACMP #4538 000 24 Ai 473 JC 7T 56 (1) 48
B (B AE T4 22 20 M N o e S P Bl RN 2 11 T LA B i 225
1R AR S5 RSFAEAH HPT RESE BN H . 4% S PES8 bR At
Lo AR SF R A NI B FI0I) 2Pk o 3 0 1 I AR IR N TR
JE WIFE R e —RE R 134 AT LU BE DEACMP (¥ 40 56 % 9
ML, A — 2 Il R FH A8 (5 25 358 ) i, ke T LKy
WE S ARRIITIRER.
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