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A Case of Hydrogen Cyanide Inhalation at Working
-A Case Report-

Eom Young Jin, M.D., Kim Yang Weon, M.D.

Department of Emergency Medicine, College of Medicine, Inje Univercity, Pusan, Korea

Cyanides and Hydrogen cyanide are used in production of chemicals, electroplating, photographic development,

making plastics, fumigating ships, and some mining processes. We experienced of Hydrogen cyanide inhalation

injury. A 45-year-old man worked at electroplating. As soon as he mixed sodium cyanide with acid, cyanide pro-

duced hydrogen cyanide, occasionally he inhaled Hydrogen cyanide and he lost his consciousness. He was moved

to near hospital and took emergency treatment and then was transferred to our hospital. On arrival he had severe

dyspnea, metabolic acidosis, and tachycardia. After he was treated with supportive method he recovered his con-

sciousness in 20 hours at emergency room.
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1403), 3§54 #3 283], A2 36.6°CE e,
DA ARG FE HoplN AHe S
(rale) g BE & Ao, FF PAHABGAA Fo)
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Table 1. Laboratory findings of acute cyanide poisoning

BraF o] galx] FEAQ HIIEF 125 g
3 Hl e Biz 50 g2 AWFAF AL, A FFLS
2L/min2 A& FASAT At BAA A HET
10,000 / mm’, LDH 520 U/L, CPK 239 U/LE 3t 4
8 £73¢ BolE RAg At Solae gl
4 20A17F & FHE A A A pH 7.416 PaO, 67.2
mmHg, PaCO; 33.6 mmHg, HCO5 21.1 mmol/LE 8| =
AFojsl B FFY FAR A3 FHIFLES
&8} olibstaak-qte] FFSAIL AHE AL A
HEe 2738 B AASEZFE ¢ 110/80
mmHg, A5 803]/%, LFF 1635]/F 2.2 P
o g 2447 FRE 2 Ho] ZEGEH R B F o 7]
SRS AA Sk 7124 AA F 59 T Ak

Test Result

Cause

Serum electrolyte Elevated anion gap

Arterial blood gas Metabolic acidosis
Normal PO,
Measured oxygen saturation(%) Normal
(A-V)0O, Difference Decreased
Whole-blood cyanide
level
Toxic >0.5 p#g/ml
Fatal >2.5 pg/ml
Fire victim
COHb Can be elevated
lactate Ccan be elevated

Lactic acidosis from anaerobic metabolism
Decreased O, consumption

Hemoglobin has normal oxygen-carrying capacity
Decreased tissue oxygen use

Note: plasma cyanide level are roughly 1/10

of the whole-blood cyanide level

Note: mixed toxicity &
synergistic effect with cyanide

Table 2. Clinical signs & symptoms of acute cyanide poisoning

Severity of poisoning

Cardiovascular
Tachycardia mild
Hypertension |
Bradycardia !
Hypotension |
Asystole severe
CNS
Headache mild
Drowsiness |
Seizure !
Coma severe
Pulmonary
Dyspnea mild
Tachypnea |
Apnea severe
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A1 HE 284 HAA = 2§ Axe] v HA o
(mitochondria) A|EAE AF8} & A4l Z88te] A4 9]
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< 100%9] 1559 AAE FF3 HYo Z o3l
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AL Y02 o]5E F 9 8-E Rl el w
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EAE AHSIESE it Sl EA 25 obd A4 Y(amyl
nitrate), E] 9 32} E F(sodium thiosulfate) 8.2 F4
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Qong FoFjof gt AYE FF T E|LIYEF
125 g(otol9] gl EF SRIZNFAE B 2
A& 1087 AFgc v EIBY) AR v E
ML YA oy fHdAE HeMEFH 84 AL
£ A A7 EFE YT F Jvn do° §FE
cyanide 1g% 50 g¢] v E}¥IB,, & ARE-3H} 3= 2k v]E}
HIB122] BA{-dx AEE LT F JoY FoF ok
g},

vl Eko 2 AJetslE el & d TP APYELS =EF
=} 9 wet 11~95% & thefsit, 59 A4S 7}
3 IR =S AU 7P R AL YEsiT 1
Tl &2 A T35 Sl UH AT A8 84
717 Azt Sl 715, LoldF, Aol B
PHFo2 eGSR 5 St tigh F3o] Y3}
o,

oA ZFA] AQISHEC g FAg X g o] flal 53]
A FRo) A =& Ffde 583 N EY] gl
H AT oJHY &S e FUES 98-S 4
3] &= W o] HAUE dotopAlth

=Y

1. Kim YH, Choi YH, Lee CR. Chemical Asphyxiants-
Cyanide and Hydrogen Sulfides. J Korean Soc Clin
Toxicol 2003;1:12-5.

2. Lim YS, Yang HIJ, Lee KA. Case of Cyanide Poisoning
Caused by Acrylonitrile Inhalation. J Korean Soc Emerg
Med 1999;10:116-7.

3. Erdman AE. Cyanide. In: Dart RC, editor. MEDICAL
TOXICOLOGY. Philadelphia: LWW; 2004. p1155-68.

4. Velez LI, Delaney KA, Cyanide In: Tintinalli JE, editor.
EMERGENCY MEDICINE 6th ed. New York: McGraw-
Hill : 2004. p.1165-68.

5. Nelson LS, Hoffman RS, Inhaled Toxins In: Marx JA, edi-
tor. ROSEN"s EMERGENCY MEDICINE 5th ed. St
Louis: Mosby; 2002. p.2166-68.

57



