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List of Key Techniques

Apoptotic cells: Various detection techniques (Figure 9.19)
Apoptotic cells: Detection by the TUNEL assay (Supplementary Sidebar 9.2
Chromatin immunoprecipitation (Supplementary Sidebar 8.3

)

)

Circulating tumor cells: Detection using microfluidic devices (Supplementary Sidebar 14.3
Comparative genomic hybridization (CGH) (Supplementary Sidebar 11.4

)

)

DNA sequence polymorphisms: Detection by polymerase chain reaction (Supplementary Sidebar 7.3
Embryonic stem cells: Derivation of pluripotent mouse cell lines (Supplementary Sidebar 8.1
Fluorescence-activated cell sorting (FACS) (Supplementary Sidebar 11.1
Gene cloning strategies (Supplementary Sidebar 1.5

)

)

)

)

Gene cloning: Isolation of genes encoding melanoma antigens (Supplementary Sidebar 15.11

)

Gene cloning: Isolation of transfected human oncogenes (Figure 4.7)
Gene knock-in and knock-out: Homologous recombination with mouse germ-line genes (Supplementary Sidebar 7.7
Histopathological staining techniques (Supplementary Sidebar 2.1

)

Knocking down gene expression with shRNAs and siRNAs (Supplementary Sidebar 1.4
Laser-capture microdissection (Supplementary Sidebar 13.5

)

)

Mapping of DNA methylation sites: Use of sequence-specific polymerase chain reaction (Supplementary Sidebar 7.4
Mapping of an oncogene-activating mutation (Figure 4.8)
Mapping of tumor suppressor genes via restriction fragment length polymorphisms (Figure 7.13)
Monoclonal antibodies (Supplementary Sidebar 11.1

)

Mutagenicity measurement: The Ames test (Figure 2.27)
Probe construction: The src-specific DNA probe (Figure 3.20)
Reproductive cloning (Supplementary Sidebar 1.2

)

Retroviral vector construction (Supplementary Sidebar 3.3

)

Screening for mutant oncoproteins (Figure 16.25)
Skin carcinoma induction in mice (Figure 11.30)
Southern and Northern blotting (Supplementary Sidebar 4.3

)

Telomerase activity measurements: The TRAP assay (Supplementary Sidebar 10.1
Transfection of DNA (Figure 4.1)
Transgenic mice: Creating tumor-prone strains (Figure 9.23A)
Can be found on the DVD-ROM accompanying the book.

)

)

)
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