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Lethal myocardial injury associated with hydrogen sulfide poisoning :
Report of two cases

Yukinori Inoue, Ken Kumagai, Toshiharu Tanaka, Satoru Yoshida, Hiroshi Sekiguchi, Kaori Kobayashi, Yasuo Hirose
Emergency and Critical Care Medical Center, Niigata City General Hospital

——Summary (Jpn J Clin Toxicol 2011 ; 24 : 231-235)
We investigated two cases of hydrogen sulfide poisoning in which the patients showed lethal myo-

cardial injury. Both patients had planned to commit suicide by inhaling hydrogen sulfide. In case 1, a
17-year-old man was confused and was brought to our hospital by ambulance. An electrocardiogram
(ECG) revealed diffuse elevation of the ST segment on the second hospital day. The patient recovered
and was discharged from the hospital on the 15th day. However, he died suddenly on the 18th day. In
case 2, a 21-year-old man was found lying on the floor and was admitted to our hospital. ECG showed
tall T waves after 5 hr. Tachycardia and tachypnea occurred after 12 hr. After 16 hr, the ECG showed a
marked elevation of the ST segment, and the patient developed cardiac arrest. Even though percutane-
ous cardiopulmonary support was used, he died on the 4th day. It is highly probable that myocardial
injury asscociated with hydrogen sulfide poisoning was not caused by systemic hypoxia but by selec-
tive myocardial toxicity. These cases demonstrate that delayed presentation of a lethal myocardial inju-
ry should be considered while treating cases of hydrogen sulfide poisoning.
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Fig. 1 Serial change in 12-lead electrocardiogram in case 1
On Day 2, ST-segment elevation was observed in precordial and limb leads (arrows) , which gradually normalized by Day 12
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Fig. 2 Serial change in 12-lead electrocardiogram in case 2
Five hours after admission a tall T wave was observed in the precordial and limb leads (arrow heads)
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Fig. 3 ECG monitoring of case 2 was done 15 hours (A) and 16 hours (B) after admission
ST-segment elevation progressed rapidly, the patient suffered circulatory collapse, and consequently

had a cardiac arrest
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