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_ Proliferation Assay Spheroid Spreading on Fibronectin Receptor Signaling in ErbB3 KO and ErbB3

V104L Mutant OVCARS Cell Lines
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Proliferation Assay Spheroid Assays Western Blots Figure 5: Both OVCAR 8 ErbB3 KO and Mutant ErbB3 V104L and V855A form looser spheroids than parental OVCAR 8, whereas ErbB2 KO make tighter, compact _
Model aggregation of spheroids. 10,000 cells were plated into cell-repellent plates and imaged every two hours to view spheroid formation. All cell lines express GFP (green). YoY 3 dye (red) was
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