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Studies on the mechanisms of cell toxicity caused by hydrogen sulfide
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To elucidate the mechanism of toxic effects of H,S on cells by exposure to NaHS as a donor of H,S
in cells derived from fetal rat cardiomyocytes (H9c2 cells) or rat type 11 alveolar epithelial cells (L2
cells) was performed. In H9¢2 cells atrophy of the cytoplasm was observed under 3mM NaHS after
a dozen hours. Remarkable morphological apoptotic cell death and the activation of caspase3 were
observed in SmM NaHS. In L2 cells after an hour under 2-3mM NaHS exposure, nuclear
aggregation, AnnecinV positivity with cell membrane, leakage into the cytoplasm of Cytochrome C
has been confirmed, which showed that the concentration of NaHS cytotoxicity in L2 cells is lower
than in H9¢2 cells. H,S cytotoxic sensitivity was different by organs.
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