Comparisons of Microelectrode Array Acute and Network Formation In Vitro Assays for Evaluating
Neurotoxicity
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Hypothesis 3: Chemicals with high selective activity in the AcN
will also demonstrate high selective activity in the NFA.
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U.S. Environmental Protection Agency networks, they should be tested in both assays. (based on selective potency), many of which were associated with increased neuronal activity changes in the acute.
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