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Tributyltin induces the disruption of calcium homeostasis and toxicity in immortalized
hypothalamic neuronal cell-line
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Tributyltin is an environmental pollutant and an endocrine disrupting chemical. To investigate the molecular
mechanism of trybutyltin-induced neurodegeneration, we applied tributyltin on GT1-7 cells, which derived from murine
hypothalamic neurons, and observed the effects on cell viability. After 24 h of the exposure, tributyltin (200-500 nM)
caused the retraction of neuritis, the degeneration of cell bodies, and the decrease in cell viability of GT1-7 cells. While,
the lower concentration of trybutyltin caused the increase of cell viability. We preadministered to GT1-7 cells several
pharmacological compounds and found that the preadministration of 30 mM potassium chloride enhanced the toxicity
of tributyltin. Furthermore, the application of tributyltin was revealed to cause the increase in intracellular calcium
levels of GT1-7 cells. Our results suggest that the disruption of calcium homeostasis is implicated in the mechanism of

tributyltin-induced neurotoxicity.



