Developmental neurotoxicity assessment in zebrafish: a survey of 200 environmental toxicants
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Table 2. Summary of Compound Effects on Zebrafish Developmental Neurotoxicity.
Of the 200 compounds assayed, 60 compounds had an identifiable LCs, between 1 and
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Apoptosis/Necrosis Determination: Zebrafish (n=20) were exposed to selected
compounds by static immersion from 6-96hpf at % LCy,. Embryos were stained with
acridine orange, washed, and imaged within 1 hour of staining. Quantification of
fluorescence was accomplished using an inverse thresholding function and particle
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compounds to categorize the extent of neuronal malformation observed during
toxicant exposure.
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