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Pregnenolone-carbonitrile (125 mkd) XME Expression
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Flutamide (15.6 mkd) XME Expression
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Phenobarbital (125 mkd) XME Expression
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* Integrating biological information
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« Developing network analysis
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1. The liver's response to environmental
chemicals spans multiple levels of
organization — from molecular
Interactions to alterations in tissue
structure.

2. A computational model of the liver will
require biologically relevant multi-scale
computing

3. The project will initially focus on
modeling specific aspects of biology
e.g. NR-mediated pathways before
expanding to other areas

4. The project will leverage expertise,
tools and experimental data within
EPA and with external efforts in closely
related areas of systems biology
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