et e =dstsx]  2013:11(1):41~45 Journal of The Korean Society

Oo=o%

3
Volume 11, Number 1, June, 2013 of Clinical Toxicology

d
JE
I
ﬂ

A Case of Delayed Carbon M onoxide Encephalopathy

Sung Hyun Yun, M.D., Hyun Min Jung, M.D., Hwan Seok Kang, M.D., Ji Hye Kim, M.D.,
Seung Baik Han, M.D., Jun Sig Kim, M.D., Jin Hui Paik, M.D.

Department of Emergency Medicine, College of Medicine, Inha University, Incheon

Following are brief statements about the delayed encephalopathy of a patient who recovered without disturbance of
consciousness after acute carbon monoxide poisoning.

A 72-year-old male was found without consciousness at home and then visited the ER center. Later we learned that
the patient was using briquettes as a household heating source. Blood carbon monoxide hemoglobin level was
17.5%. As carbon monoxide poisoning was uncertain after the first interview with the patient, hyperbaric oxygen
therapy was not administered at the early stage. After supplying 100% oxygen, the patient recovered conscious-
ness, however, the strength of the lower limb muscle had decreased to class Il. The patient showed continued
weakening of the lower limb muscle and an increase of CPK; therefore, he was diagnosed as carbon monoxide
intoxication and rhabdomyolysis and then admitted to the intensive care unit (ICU) for conservative treatment.
During the hospitalization period, continued weakening of the lower limb muscle was observed and he was diag-
nosed as myopathy after EMG/MCV. However, he suddenly showed altered mentality on the 20th day of hospital-
ization, and underwent brain MRI. T2 weighted MRI showed typically high signal intensity of both globus pallidus
and periventricular white matter; therefore, he was diagnosed as delayed carbon monoxide encephalopathy.

This case showed delayed encephalopathy accompanied by rhabdomyolysis and myopathy of a patient who recov-
ered without disturbance of consciousness.

Key Words: Carbon monoxide, Encephalopathy, Poisoning

AN B 2] ARg-sto] daksteta FEo] FARARA W&t 7HE
3 dglolda, AFE Ak T3 Al E A=F )

5 g = 5k QL3 }
QabglEl AL BlAE ¥alsls 2R BebaA ol Wi 717k, T dolu 7k @ B 5 okt dAksteka A
oF|A WAFH= Fpag A mF ma)g EXJo] Qi) deoll g F5L& FE3] AL oh. dAikstet e
Seltetel e Aol dgke AN B wikg gre g AR ME SRR AskRe) 210M 2 o dAE
At datsletis| B2 20le st AatarT S
F1g: 2012 83 9 Axiseld: 2013 23 7 e w4 dalstia T S4E ok SRl
ST T, T5E, 88, A4 AeA Aol 2 b A &
MMOITIKE: A S s _
OIMTUA BT NEE 37} 7-206 oM EE, 24 24, Ao o]27]% Tl AAks)
oIslCHEESl SZo|st) G4 S50 7P A4 T ASH S22 A9 o
Tel: 032) 890-2310, Fax: 032) 890-2310 HS 2 HAA ZefolH, ol 34 F5 Ao 50%7t

E-mail: riven2ne @ naver.com

J KoreaN Soc CLIN ToxicoL / 41



Usrya=4staR\ M 112 M1 S 2013

A A ARSL FA AsEE FE F o)A A
ot glol 355 fapellA A A%
AgslA7]e o] & Baustax} gkt

Ol

724 AL FollA o] AstE FEl = H At
A BHE0] 1198 F8ll 2 HAL R o5t &
© Tk, A8 9] o] 2L QU on, B HAdA o
Axsl=Eo] A3t o) o] 24 glo] wHA =X
T 2dow A HAok 24 SFAE W Al

o
>
L

of4e Ersier deh2 168/99 mmHg, Wt =
3 953], TFFE B9 203], AL 36.0° Col AT}, o]
shA 702} 4 o)L WA ekgko o] AAstA AL A
T A FAOIAAL AA 9] FFoll g 397t BF
HAck 54 HARNA FA 252 Al7](motor grade)

E 0L, 314 259 Al7)E lo]gon, ARAviE =

Al AstE AV 1 E AL BolA| 9gyt). )] AkA
F3tee 95% o) FrAER e FHILLHAL Y &
4 2SS Bk FF AR 299 A= A
o] 27 YA B} AL A MAF 115007H/ #1 ESR
36 mm/hr, lactate 4.6 mmol/L, BUN/Creatinine
33.2/1.28 mg/dL, D-dimer 11,78 xg/mL, NT-proBNP
946 pg/ml, LDH 507 1U/L, GOT/GPT 78/36 IU/L,
CPK 18260 TU/L, CK-MB 96.5 ng/mLo] ]t}

A

B HEEF BAY QoM AR AR ALS
e 2L W Hn, QB AE TFF FAY A4}

A drtstg s RE2Rlo] 175%2 SIF o] FA] A
ZentAIE 0]-8-9] }04 AFE RS Fofslon, Y4
T 17AIZke] A el ol arghaka o Sl B Bl
2 o]Fetqirt. At HdolXe At o2 ezt B
AL At RERR] FX|7F 0202 AR
awel 2gFo] ohzta Atstod ""’J”ﬁ:ﬂ‘ﬁ“‘% Al
PotA| ko A= Aux AAR Y AshaL
SAIZFol A & oAl Wi ek let. FA 1_75‘741 AAL 7,
3R 252 Al7|7} 1o 28 oFs} 2|4 E|gla CPKE
20165 TU/Lo] At}

ArFo, FAFE, &AW $7AEs T HEA A8
39, ugog %xg,:} CPKE 382 U/LE 72319
o kA 25 A7 e R 25 o3t A&
133 ol A3 2H= ¢ "]7373 éT‘E e 298
(Myopathy) 2] 27 B gjth, 208 U0 A= A w8
st = 32 oA EFs Bt HeAts dolr
A Zoh 2l o] F ol ohE TE ok A YL 2= T
of A= tigstA Z3vk. Ade g A 75l A2
g Aol s Halou, Eolut $A] T Ho|A] gkl
Ao} AA = Th2 oA} AEL Holx]| oprt FA
Hgwd gl A, AuiE 2Eskr] s | A8 et
ZAXte} 7ko] AAAFE AAHMini-mental state examina-
tion: MMSE)E Al&3}iet. o]ol Alggh = 247]578 %
A AL A T2 73 % 34 (T2-weighted image) ol X A
drste s HBSE Arbele 5 B3 (globus pal-

o X
o)

lidus)oll A7 =7} Yelstth(Fig. 1), =3 4= =4
ZF9] WA A (periventricuar white matter), 7|43} (basal

Fig. 1. Brain MRI (T2WI) coronal view (A) and axia view (B) show high signal intensity on both globus pallidus.
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Fig. 2. T2-weighted images show bilateral, symmetric, confluent areas of high signal intensity in both periventricular white matter (A)
and centrum semiovale (B). FLAIR image show high signal intensity in both centrum ovale (C).

Fig. 3. DWI (diffuse weighted image) show high signal intensity
in the periventricular white matter.
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