Exploring ErbB Membrane Organization by TEM & Agent-based Modeling

Shujie Yang, Mary Ann Raymond-Stintz, Genie Hsieh, Wenxia Ying, Janet Oliver and Bridget S. Wilson
Dept. of Pathology & Cancer Research & Treatment Center, Univ. of New Mexico, Albuquerque, NM 87131

Fig 6. PI3-Kinase is clustered on resting & Heregulin-stimulated
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Fig 1. Kinetics of ErbB kinase activation &
inhibitor sensitivity
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