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Figure 19.1 Levels of chromatin packing
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Table 19.1 Types of Repetitive DNA

Table 19.1 Types of Repetitive DNA
Tandemly Repetitive DNA (Satellite DNA)

Repeated units at a site are usually identical

Proportion of mammalian DNA: 10-15%

Length of each repeated unit: 1-10 base pairs

Total length of repetitive DNA per site, in base pairs:
Regular satellite DNA 100,000—10 million
Minisatellite DNA 100-100,000
Microsatellite DNA 10-100

Interspersed Repetitive DNA

“Copies” are very similar but not identical

Proportion of mammalian DNA: 25-40%
Length of each repeated unit: 100-10,000 base pairs
Number of repetitions per genome: 10-1 million
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Figure 19.2 Part of a family of identical genes for ribosomal RNA
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Figure 19.3 The evolution of human a-globin and B-globin gene families
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Figure 19.4 The effect of a transposon on flower color




Figure 19.x2 Transposons in corn
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Figure 19.5 Retrotransposon movement
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Figure 19.6 DNA rearrangement in the maturation of an immunoglobulin (antibody)
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Figure 19.7 Opportunities for the control of gene expression in eukaryotic cells
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Figure 19.8 A eukaryotic gene and its transcript
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Figure 19.13 Genetic changes that can turn proto-ocogenes into oncogenes
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Figure 19.14 Signaling pathways that regulate cell growth (Layer 3)
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Figure 19.15 A multi-step model for the development of colorectal cancer
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