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Hydrogen Sulfide Poisoning
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Three workers, field operators in lubricating oil processing of petroleum refinery industry were found unconscious by
other worker. One of them who were exposed to an high concentration of H2S was presented with Glasgow Coma
Score of 5, severe hypoxemia on arterial blood gas analysis, normal chest radiography, and normal blood pressure.
On hospital day 7, his mental state became clear, and neurologic examination showed quadriparesis, profound
spasticity, increased tendon reflexes, abnormal Babinski response, and bradykinesia. He was also found to have
decreased memory, attention deficits and blunted affect which suggest general cognitive dysfunction, which
improved soon. MRI scan showed abnormal signals in both basal ganglia and motor cortex, compatible with clinical
findings of motor dysfunction. Neuropsychologic testing showed deficits of cognitive functions. SPECT showed
markedly decreased cortical perfusion in frontotemporoparietal area with deep white matter. Another case was
recovered completely, but the other expired the next day.
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mmHg, HCO; 18.6 mmmol/L, O; ¥3l= 99.3%,
anion gap 1.4 mmol/LRch.
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Fig. 1. Initial MR images of case 1. (A) and (B) Fat-suppressed enhanced axial T1-weighted (TR/TE, 525/20 ms) image at the level of
motor cortex and basal ganglia. Thick linear contrast enhancement is seen along the motor cortex, both sides. Strong contrast
enhancement is seen in the posterolateral aspect of putamen, both sides (arrows). (C) and (D) Axial fluid-attenuated inversion
recovery (TR/TE, 10000/160 ms) image at the level of motor cortex and basal ganglia. No remarkable signal change is seen along
the motor cortex, both sides. Mildly increased signal is seen in the outer portion of putamen, both sides (arrows)
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Fig. 2. Follow-up MR images of case 1 obtained one month later. (A) and (B) Non-enhanced axial T1-weighted (TR/TE, 525/20 ms)
image at the level of motor cortex and basal ganglia. Increased signal intensity is seen along the motor cortex and periphery of the
lesion in putamen. The signal change suggests pseudolaminar necrosis in the motor cortex. Central portion of putamen shows low
signal, which suggests necrosis (arrows). (C) and (D) Axial fluid-attenvated inversion recovery (TR/TE, 10000/160 ms) image at
the level of motor cortex and basal ganglia. Increased signal intensity is seen in the motor cortex and basal ganglia.The extent of
the lesion is similar to the extent, which was depicted on enhanced T1-weighted images (arrows)
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