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A Case of Neuroleptic Malignant Syn-
drome Associated with Choreoballism
Due to the Delayed Complication of
Carbon Monoxide Intoxication
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Department of Neurology , School of Medicine,
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Neurologic complications such as mental status changes,
incontinence, gait disturbances. extrapyramidal symptoms
may be delayed days or weeks after exposute to carbon
monoxide but hyperkinesia such as choreoballist and atheto-
sis rarely accurs as symptoms of delayed newrologic compli-
cation of carbon monoxide intoxication. Neuroleptic malig-
‘nant syndrome(NMS) is a rare, potentially fatal drug-induced
disorder associated with hyperthermia, muscle rigidity, auto-
nomic instability, mental dysfunction and various dyskinesia.
Various major newroleptic drugs seem 10 be its culprits. We
describe a 24-year-old female patient who presented with
NMS following administration of haloperidol for choreobal-
lism, a symptom of delayed neurologic sequelae after carbon
monoxide intoxication, with a review of the literature.
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Fig. 1. MRI shows abnormal high signal inte

frontal lobe. Axial T2WI rev bilat mimetrical areas of incroase

globus palldi(arrows). Coronal TIWI Semonsirates low intensities inthe gl Jobus palldi bilateral
Iy (arrow heads)
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Fig. 2. Hospital course from day of admission to six day after discontinuation of haloperidol. CPK indi-

cates creatinine phosphokinase; WBC, white biood cell count.

558 —



zadse, Yy, 2T, A0
| €8¢ Eom ot Qusards
Brpe BaE 4990 Foem 48 o
o Aol Lot B B, FY,
ol L 7198AFE AT A9F, A4
%, dolz, BAEE, WA AW, 84T %7
Adel HY4 wss Q9E WIAFERE v
W71E @et(Stam, 1985). Choi(1983)% 2,360
99 dEhEIERA F 275%04 ALY T2
ol WEta 2 247 (atency) & BF 22.42
clien ZuA, & 2 BAF, LaPhSel
etes] A7k 1d olulel f¥stgnia Rasks
o dUSELFE Fol FH0F (hyperkine-
sia)] 471 Z$E S8thellinger 1986)2 3
W, BE4 €%, FE4 TAAEE R ANZIL
$wske FYAEE ol umdel Iokd §,
1984).

REYE o}, PTG =02, A4sH sub-
thalamic nucleus) % Algel el g
FHAY $P47 4 AEE PR
8 2= B (Pardbergsh Bruyn, 1986).
EFe F2 A4S gdol e W YA
@ dzA, A4 2 el aEPEdaE wle
G9n @tHMeyers, 1986). & 3t dwrtad
Sold H%9 ¥ 4 Aol 4@ Fu4 IIo
= Qasigie MRIA Agsidel 9ol gt
o} ¥5 PETS AERATe B Fol B4
28 BASRE Aoz Y

NMS¢] MEE S8H Caroffsh Mann(1993)
ol BUE 2ET ¥ 0.02%-3.23%%3 sgch
NMSE 43e18A§ AEstn 17 ol Bast
3, w9, 24 B F54 A4, A8
A%, 83 CPKX 371, w37ads s9 ¥
349 ¥t 9% W W9 + Ynn A
(Caroff9 Mann, 1993).

NMSe) Waslae o %9E e ged 3
FU747 0 29409 A7} FE adel@ A
4ol 1F53 k. NMSE gedcha goln =
£ AZelgAEE Dy mo SeA) Aeke 4
& 7113 22 (Caroftsh Mann, 1999), NMS
o AzAZ E3° F20A7} §EsichRosenberg
2 Green, 1989)i Y43 977} =auye

was Eh 0 odel E05A, 229 53w
BARA frel o) 2 F3RUAAL AZEY 0
sl el Fol Beidrhe BRE glek

NMSE 8% 47345 283 Bae g4
@ gl heEvel, BRI 2104
FREAMN NZILAT ARAZ A5 W W
@ 919401 Borl, NMSIH BAAQ AYA
2t B, PALEY BT 3 B4 Bl M)
o itk (Caroffsh Mann, 1993).

Agelgde] FeigPel € S s
NMSE g3l s 421 el chiz, deR
AR$F Wld €48 Shalevsh Munitz
(19865 WAV 3 $Bucke ¥aFEs
NMSe| 2% @HAeD HHD, Keck (1989
£ 289 AROIPAE HE ST FYAAY 2
SFAE B 297 TR NMSY M O %
stek #led Shalevsh Munitz(1986)2) Y& S
Yaigch ¥ Fele P4 welEel 2ueA) go
M, haloperidol& 3% Alelel 5 mgFRe A% A
WhaFgel A BPEY HWF 5ol NvSel
24l Beisisle A2 Potuny

Green(1989) & 2E
ALY ¢ A9 Y¥Aen 289 wAxs St
& 6.8%0l91euh, dantroléne(#F 1.15%) Itk
bromocriptine (87 1.032)& Fol@ A9E
Azl Basigcka ek £ S AelgA
ol 3 92 s Wyslel, AelgAls) R
#7812 bromocriptined Fisied U F ¥H
ARel AR Wl Aglovl, 17Y ¥ ¥EHE @
4340 @A AU

NMss] Aol 19844 eldele 25%5uh
2 elfol 11.6%2 Fasdia sden olsh
e AYE d2PAE NVSS U@ we U,
2109, A48 o R, A9age v
s, £39 3204, dantrolene, benzodiazepine,
lisuride, nitroprusside 2 2FE2ATA B9
43¢ FEARel 71dPrka vk Caroffsh
Mann, 1993).

2 o

AREL dBhaFEoR AR F 1Y Fo

— 559 —



Ay PPFoz WY TA AAEL
98l haloperidold o W@ F 4170
eHFFEol WY 1 A8 AP £
3} gl Badhe weln

FLR
HHI

REFERENCES

HY4, Bdvl, L1984 : QUAT: 5 ADY
ARFRFY A FHo2A BEFY ATIEARAR
2:91-63

Caroff SN and Mann SC(1993) : Neuroleptic malig-
nant syndrome. Med Clinics North Am. 70 - 185-202

Choi 18(1983) : Delayed neurologic sequelac in carbon
monoxide intoxication. Arch Neurol 40 : 433435

Jellinger K (1986) : Exogenous lesion of the pailidum
In: Vinken PJ, Bruyn GW and Klawans HL, eds.
Handbook of Clinical Neurology, Vol 5(49).
Extrapyramidal Disorders, Amsterdam, Elsevier Sci-
ence Publishers, pp 471-476

Keck PE, Pope HCG, Cohen MB, McElory SL and
Nierenberg AA(1989) : Risk factors for neuroleptic
malignant syndrome. Arch Gen Psychiatry 46 : 914-
918

Meyer R(1986) : Ballism In : Vinken PJ and Bruyn GW.
eds. Handbook of Clinical Neurology, Vol 6(30). Dis-
ease of the basal ganglia, Amsterdam, Elsevier Sci-
ence Publishers, pp 476-490

Pardberg GW and Bruyn GW(1986) : Chorea-differen-
tial diagnosis In : Vinken PJ, Bruyn GW, and Klawans
HL. eds. Handbook of Clinical Neurology, Vol 5(49).
Extrapyramidal disorders. Amsterdam, Elsevier Sci-
ence Publishers, pp 549-564

Rosenberg MR and Green M(1989)
malignant syndrome : review of response to therapy.
Arch Intern Med 21 : 157-164

Shalev A and Munitz H(1986) :
malignant syndrome : agent and host interaction.
Acta Psychiatr Seand 73 : 337-347

Stam FC(1985) : Leukoencephalopaihies due to intoxi-
cations In : Vinken PJ, Bruyn GW, and Klawans HL,
eds. Handbook of Clinical Neurology, Vol 3(47).
Demyelinating diseases, Amsterdam, Elsevier Science
Publishers, pp 553-555

 Neuroleptic

The neuroleptic

A Case of Polyopia of
Cerebral Origin.

Jung Min Park, MD., Chun Tack Park, M.D.,
Ki Bum Sung, M.D., Mu Young Ahn, MD.,
Kwang Ho Lee, MD.

Depart ment of Neurology, College of Medicine
Soonchunghyang University.

=724 @M Bl gAF 12
eAgdsta A 2L
SR A 4 - Y el

SAFE uR el B Aelt Aol )
Qoke Aoz YA ow, $RUA ABew
9@ AfE vl B RoE ol Aok

ARNEE $5 FFY NPT CAFE 82 604
4 o4 198 USRI ee Tunas ¢
A olg waskast gk,

Introduction

Itis reported that polyopia is usually caused by optical
1963) or by
1981), but it may occur with

aberration of the eye(Fincham,
strabismus(Safran et al.,
lesions of the occipital cortex and persist whichever eye is
closed(Meadows, 1973). For the first time, in the English-
language literature, Bender(1945) reported cerebral poly-
opia in 4 indivisuals. Subsequently 2 patients were report-
ed by Kinsboume and Warrington(Safran et al., 1981) and
Meadow(1973) reported & single case. There has been no
report about this, for all we know, in Korea, so we present
2 case with a review of some literatures.

Case Report

A 58-year-old man with a five-year history of hyperten-
sion had experienced polyopia and blurred vision 8 weeks
prior to admission. He was well oriented. Blood pressure
was 170/120 mmHg. Neurologic examinations including
visuospatial orientation or topographical memory, visual
attention, fundus examination, visual field test with Gold-
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