A HER3 antibody that blocks ligand-independent HER2-HER3 dimerization inhibits growth of HER2-dependent tumors and sensitizes to HER2 and PI3K inhibitors
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Introduction HERS3 antibody sensitizes cells to PI3Ka inhibitor Trastuzumab plus HER3 antibody plus PI3K inhibitor demonstrate superior anti-

Inappropriate HER2/HER3 dimerization as a result of HER2 over-expression in cancer results in HER3 tumor properties INn VIVO
mediated activation of the oncogenic PI3K pathway.
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LIM716 sensitized breast cancer cells and xenografts to a p110a-specific inhibitor
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