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The clinical information provided by conventional magnetic resonance image for patients with carbon

monoxide poisoning.
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Fig.1B
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HERGI L7222, WHIZHO 2 ABRIE AL 5728 L
7zo ZOEXINZ, WMNOMMAEEZLEBIETES
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Fig.2A

Fig.2B

Fig. 2 DNS & %IE L =53 B 1D T2Wl., CO ZFEE
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ZWVBETE 5,

V. #EECREFE & (diffusion-weighted image, DWI)
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20134-3}31H

VeI - WRAL U 2218 M AR CIE S 55~
KESEEDADCIE EH& WX IERIZETS, Z
DT N6, DWIZCO Hr itk i 2ok B oo 28
LIPS MM FREO i L RIS X, COp
A KB KIGRI 2 T2WI & F A, O iU T
XHZLAERLT: (Fig. 3A-D), DWLIZHE 2 H
B\ 3BV O Kk VB RGBS RSP A B H2
TE5Y%9 DWIDIGHIZ I SM A 518 Mz
IS EN 7228, 2L OWE CTHBEFEDOFT R LR T
DWIHIZBE W 2IRZEDOEE 5 LK ADC T Hi 2 A 6
BB WTRIRFTB L L7222 % DNSHEH
IZHBW\WTH, DNSFIEMR D ADCIEZFERERT & D KME L
50, KADCIZZ D% 1-2 7 ik 35 Z &2 5
722000 R S, TS DHHE TS DWI
DOEFHEMKADCIE, KIEEIZ 30 Ml s
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Fig.3C

Fig.3D

Fig.3 64mZtEd CO h=EH, DWIIC & 2 2HIBEBEOSEER#E. A) T2WI, B) FLAIR, C) DWI, A)
-C) I3 CO BF#% 24BELINICIBSE. D) 3 HBHD T2WI, 24RRELIAD T2WI (A) & FLAIR (B) Tld&
E#ZICEADP B RE 2BO R WD, FEEIO DWI(C) TIRIREIKICEREASES B2, ZO3I HBHEICIE

T2W| TREFRICIEFTEE 2530 7= (D)o
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attenuated inversion recovery (FLAIR) (3 KHE
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ERAIT2Z e TE, T2WIRFLAIRTAZE Y
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AR IO N e KIKEVE B2 PE A5 A TE S,
DTI %= # % T O KM E a0, 7
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