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Conclusions & Future Directions

P =  We have developed a novel approach to compare concentrations in in vitro DNT assays to in vivo levels during critical periods of brain development, allowing for determination of in vivo exposures that could elicit

o. EXposure

bioactivity. C_, varies widely across this set of DNT-relevant compounds, with chemicals preferentially partitioning into the brain
* In vivo DNT effects are within range of AEDs determined
« This approach could be used in risk assessment prioritization of chemicals of concern for DNT

Dosimetric models developed for this purpose need to consider:
« Fetoplacental transfer & BBB passage
« Dynamic nature of developing brain & barriers during critical windows of brain development

* Impact of passive & active permeabillity (i.e. transporter involvement) on chemical bioavailability & target tissue accumulation
« Impact of metabolic & transporter ontogenies across relevant lifestages & consequent modulation of target site concentrations References

m Databases
f

Exposure Pathways
SEEM Meta-Model

( J

Exposure estimates gathered from
the Comptox Dashboard, derived
from Systematic Empirical
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