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A Case of Acute Hydrogen Sulfide Intoxication
Caused Rapid Loss of Consciousness

Jung Hwan Ahn, M.D., Yoon Seok Jung, M.D.

Department of Emergency Medicine, Ajou University School of Medicine, Suwon, Republic of Korea

Hydrogen sulfide is a colorless, and malodorous ‘rotten eggs” gas that results from the decay of organic material. It

is a byproduct of industry and agriculture. The mechanism of its toxicity is primarily related to inhibition of oxidative

phosphorylation, which causes a decrease in available cellular energy. Because there is no rapid method of detec-

tion that is of clinical diagnostic use, management decisions must be made based on history, clinical presentation,

and diagnostic tests that imply hydrogen sulfide’ s presence. Although there is some anecdotal evidence to suggest

that the early use of hyperbaric oxygen is beneficial, supportive care remains the mainstay of therapy.

We describe an occupational exposure to hydrogen sulfide gas in 51-year-old man. While cleaning the sewage of
pigs, he became unconscious. When he arrived in the emergency department, he had irritability and confused men-
tality. The typical smell of rotten eggs on clothing and exhaled air were enough to be considered to be exposed to
hydrogen sulfide. Hyperbaric oxygen therapy was performed. He had a recovery to normal function.
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& Aol Ado] Zold F ojA, Y A A gy
Z28A)9 nitrate] AR Al712 A S Qop,
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FRY7t2AAME pH 7.391, PaCO; 33.6 mmHg,
PaO, 104.2 mmHg, BE 3.4 mmol/L, Sa0, 97 8%E H
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Table 1. Toxicity of hydrogen sulfide

System Signs and Symptoms

Cardiovascular
Pulmonary

Chest pain, Bradycardia
Dyspnea, Cyanosis, Hemoptysis,
Pulmonary edema

Gastrointestinal Nausea, Vomiting, Pharyngitis

Ophthalmic Conjunctivitis

Neurologic
Mild Weakness, Lightheadedness
Moderate Drowsiness, Dysequilibrium
Severe Confusion, Coma, Seizure

Table 2. Toxicity according to hydrogen sulfide concentration

olE|

o

rig

Q|:

o)

%5t oj4] pigt

)

l
b
@
o

ch

o goted S5 14

i

o galpsd S5 =y g ot AAESA
] &4 ¥ Z(encephalopathy)o] dojdtiy A
A=, &3] FAH(pallidum)@ 27193 (putamen) ©]
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Concentration of HoS* (ppm)

Signs and Symptoms

20~30 Intense odor
50~100 Mild mucous membrane irritation
100~150 Olfactory fatigue of paralysis
200~300 Strong irritation of the upper respiratory tract and eyes, Pulmonary edema
>500 Systemic effects
>700 Unconsciousness, Cardiopulmonary arrest

* H,S: Hydrogen sulfide
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