Necrosis VS. Apoptosis
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BRCA (Breast Cancer)
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HER-2 (c-ero2-ECFR)

EGFR: The Epidermal Growth Factor Receptor,
HER-2: Human Epidermal growth factor Receptor 2
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Proto-oncogene receptor proteins

Her2 receptor EGF receptor
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Cyclin and cyclin depending kinase (CDKs)
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Cdc2—cyclin B
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