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* AChEI = acetyl cholinestease inhibitor ; NMDA = N-methyl-D-aspartate
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Adverse
Event 1 2 3 4 5
Mild transient Therapy or infusion Prolonged (e.g., not Life-threatening Death
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interruption not responds promptly to sym- | symptomatic medication urgent intervention
Infusion related indicated; ptomatic treatment (e.g., and/or brief interruption of | indicated
reaction intervention not antihistamines, NSAIDS, infusion); recurrence of
indicated narcotics, 1V fluids); symptoms following
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indicated for <24hrs hospitalization indicated
for clinical sequelae
Definition: A disorder characterized by adverse reaction to the infusion of pharmacological or biological substances.
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R B A s % (mental status change)

2. poaoA g kA o# R IR (autonomic
instability)

3.48:% & % (hyperthermia) (>38.3°C)4.4u %8 ¢}
1&g % ¥ (extrapyramidal syndrome)
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(5 14]

E’UT}

eSS %E;M B Eep AL B R
FETIIZASL 5L i S A

VEdL S KT A SR '—\.;I;\z« iR oo R
Fovw kA CKEFZ o« DSM-IV & 3 23 Jf
,AET B i R 0P A }ﬁs%frﬂ 5U><L &
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* > g R 0 max dose : 40 mg/day o i i *
10=tEMmkiEr - (2dopamine D,-receptor
agonist:amantadine - © & 100mg Q12H & * -
max dose:200mg Q12H - (=) dantrolene:
skeletal muscle relaxan,;i &% % » 4= 423§

to 2.5 mg/kg max dose:10 mg/kg/day] > 261 .
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¥ ARk 8L &Y 4 217 p FPRRe) i 7
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AFER o R BEfREREL S o B0 FERAFISRPEE Y AN FR o FRop 4 F
Naranjo scale &{74p M 2 =% » 4574 2L F R 4 NMS 2 % 25 g o
BREREGY R BA L5648 (rd =) o &2 EfE

F- BB ARDEY EP
¥t

Tienam®

Cefazolin (500mg/vial)
|Clindamycin (300mg/vial)
|ceftriaxone (500mg/vial)
IAmino acid 5% (500ml/bot)
JFat emulsion 10% (500ml/bot)
[KCI (20meg/mL, 20mi/amp)
Multivitamin (10ml/vial)
|Furosemide (40mg/tab)
[Oomeprazole (40mg/vial)
IMgO (250mg/tab)
IMetoclopramide (5mg/tab)
|[Esomeprazole (40mg/tab)
Sennoside A+B (12mg/tab)
IMeperidine (50mg/amp)
|Propofol (10mg/ml, 50ml/bot) 5ml
Amlodipine (5mg/tab) 1
ICo-Diovan 1
|Captopril (25mg/tab) 1
|Quetiapine (25mg/tab) 0.5/1
|Haloperidol (5mg/amp) 1

By
(@)

NNEARENEEREEENNINEE
o

- BHAEARDPET EFpw (FF24)
[ £
IClindamycin (300mg/vial)
|ceftriaxone (500mg/vial)
|cefadroxil (500mg/cap)
Furosemide (40mg/tab)
Sennoside A+B (12mg/tab)
Esomeprazoe (40mg/tab)
[Mosapride (5mg/tab)
Metoclopramide (5mg/tab)
[Tamsulosin (0.2mg/tab)
Phenazopyridine (10mg/tab)
|Bethanechol (25mg/tab)
IAcemetacin (90mg/cap)
Ultracet®

IAmlodipine (5mg/tab)
Captopril (25mg/tab)
|Bromcriptine (2.5mg/cap)
|Clonazepam (0.5mg/tab)

£ R
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fﬁ? BOOFLE A iV ieskBiciE

& S 38 P %4 B H o~ 1/29 1/30 1/31 2/1 27 2/12

Cr 0.4~1.4 mg/dL 1.22 1.34 1.11 0.76 1.03

BUN 6~21 mg/dL 14 17 23 10 29

ALT 0~36 U/L 17 21

Lipase > 190 U/L 74

ALP 28~94 U/L 45

T.Bili 0~1.3 mg/dL 0.5

Na 134~148 meq/L 138.9 138 138.7 140.2 135.3

K 3.0~4.8 meq/L 4.64 5.16 3.72 3.39 2.96 5.01

Ca 7.9~9.9 Mg/dL 7.9

CRP <5 mg/L 16.5 108.5 51.3

CK 15-130 U/L 170

Myoglobin M :17.4~105.7 ug/L 236.8

\WBC M:3.9~10.6 10°/uL 18.4 11.0 11.1 8.3 14.9

Segment 42-74 % Js1.0 74.0 93.0 80.0 88.0

RBC M: 4.5~5.9 10°/uL 2.57 3.71 3.40 3.36 3.59

Hgb M:13.5~17.5 g/dL 7.7 10.7 9.7 9.5 10.0

Platelet 150~400 10°/uL 306 228 231 297 457

AZ 7 2k R EF M2 5 Naranjo scale

i E 7 A

15 EFF M E7 2F RETTE T RS mt1 o0 o0

20047 2 F REFFAONIREZ 5?7 mt2 o—1 o0

3% BB AR P E2 JRE > 2 AF RET R m+1 o0 o0

A3 % ;- GRBBLEATIRY B 3 %5 L2l AR2 7 0+2 0—1 =0

RS EEY LG IR S T Y o—1 o+2 m0

6.5 L M NIEL A REATFELREL? o—1 o+1 m0

T Eg P EREFE Y FHE? o+1 m[0] m0

B\ A T ’a%ifn HELEFAF R R AT AT MR D o+1 o0 m0

OB I HFRAFNEF I T AL PR AR o-+1 o0 m0

100782 2 F BEE ”‘ LRHEREN A E 5425 ? 1 m[0] o0

s 5 ; :’"I%‘r%*“‘f slin% 0=04 > ux 0144 7 i w584 6t T i 0=9 A + FE T

£ b =l 10. Haddow AM, Harris D, Wilson M, Logie H. Clomipramine

7= P ) ) ) induced neuroleptic malignant syndrome and pyrexia of

1. Shalev A, Hermesh H, Munitz H. Mortality from neuroleptic unknown origin. BMJ 2004; 329:1333.
malignant syndrome. J Clin Psychiatry 1989; 50:18. 11. Nimmagadda SR, Ryan DH, Atkin SL. Neuroleptic

2. Caroff SN, Mann SC. Neuroleptic malignant syndrome. Med malignant syndrome ~after venlafaxine. Lancet 2000;
Clin North Am 1993; 77:185. 355:289.

3. Kogoj A, Velikonja I. Olanzapine induced neuroleptic 12 Boulant JA. Role of the preoptic-anterior hypothalamus in
malignant syndrome--a case review. Hum Psychopharmacol thermoregulation and fever. Clin Infect Dis 2000; 31 Suppl
2003; 18:301. 5:9157.

4. Levenson JL. Neuroleptic malignant syndrome. Am J 13 Henderson VW, Wooten GF. Neuroleptic malignant
Psychiatry 1985; 142:1137. _ syndrome: a pathogenetic role for dopamine receptor

5. Velamoor VR. Neuroleptic  malignant  syndrome. blockade? Neurology 1981; 31:132.

Recognition, prevention and management. Drug Saf 1998, 14, waldorf S. AANA journal course. Update for nurse
19:73. anesthetists. Neuroleptic malignant syndrome. AANA J

6. Margetic B, Aukst-Margeti¢c B. Neuroleptic malignant 2003: 71:389.
syndrome and its controversies. Pharmacoepidemiol Drug 15. Bond WS. Detection and management of the neuroleptic
Saf 2010; 19:429. ) malignant syndrome. Clin Pharm 1984; 3:302.

7. Keck PE Jr, Pope HG Jr, Cohen BM, et al. Risk factors for 16 Tsutsumi Y, Yamamoto K, Matsuura S, et al. The treatment
neuroleptic malignant syndrome. A case-control study. Arch of neuroleptic malignant syndrome using dantrolene sodium.
Gen Psychiatry 1989; 46:914. _ _ Psychiatry Clin Neurosci 1998; 52:433.

8. Chandran GJ, Mikler JR, Keegan DL. Neuroleptic malignant 17 prug Information Handbook with International trade names
syndrome: case report and discussion. CMAJ 2003; 169:439. index. 17th ed. Lexi-Comp, 2008-2009

9. Adnet P, Lestavel P, Krivosic-Horber R. Neuroleptic

malignant syndrome. Br J Anaesth 2000; 85:129.

~13~



