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Introduction Whole-Body PBPK Model | Multicell Sinusoid Model Sub-Cellular RK Model

Pharmacological and toxicological processes occur | The whole-body PBPK model is based on published | A single liver sinusoid is modeled in Compucell3D (CC3D)~.
across a wide range of spatial and temporal scales and J models.? The model was translated into SBML using SBW | The CC3D model describes the behavior of the cells and
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Design Goals for a Multiscale — Multimodal Model: Input pulse.
= Multiple spatial and temporal scales coupled to create a single
composite multiscale model.

p.Time

= Use standard model formats for each scale. Biological Model (below left): Linking the PBPK, multicell Population Simulation (below): Population variability based
= Models at individual scales should be runnable and subcell models. The PBPK model is repeated for APAP, on 839 simulated individuals. The population was generated by
on their own. The complete model uses CC3D as the controller.6 CC3D APAPG and APAPS. The RK model is repeated 20x,once for  assuming that for each in silico individual, each parameter was
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