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Neurotoxicity of anesthetics in the developing neurons: in vitro model to assess
the neurotoxicity in human induced pluripotent stem cell derived neurons.
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To study the toxic effect of anesthetic drugs on human neurons, an experimental
model using cultured neurons derived from human induced pluripotent stem cells (iPSCs) was examined, and
the mechanisms of their toxicity were studied. We studied ketamine toxicity in this study, and we
established an in vitro model to assess the neurotoxicity in iPSC-derived neurons. The present data
indicate that initial mitochondrial dysfunction and autophag% may be resulted from inhibitory effect of
ketamine on the mitochondrial electron transport system. Higher ketamine concentration can induce ROS
generation and apoptosis in human neurons, and these mechanisms underlie ketamine-induced neural
toxicity.
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