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Fig. 1. Multistep carcinogenesis of human breast
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Fig. 4. a. Immunohistochemistry for c-erbB-2 protein. Overexpression of c-erbB-2 is detected on the cell membrane (x 200).
b. FISH analysis with a fluorescent probe for the c-erbB-2 gene. A normal cell has two copies of the gene, but these tumor cells have over

10 signals, indicating amplification of the c-erbB-2 gene (x 1000).
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Fig. 5. Immunohistochemistry for p53. Strong p53 staining is de-
tected in most of tumor cell nuclei (x 200).
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