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Table 10-1 Approximate Lipid Compositions of Different Cell Membranes

Cholesterol 17 23 2 3 6 0
Phosphatidylethanolamine 7 18 15 28 17 70
Phosphatidylserine 4 7 9 2 5 trace
Phosphatidyicholine 24 17 10 aq 40 0
Sphingomyelin 19 18 8 0 5 0
Glycolipids 7 3 28 trace trace 0
Others 22 13 8 23 27 30

Table 10-1 Molecular Biology of the Cell (© Garland Science 2008)
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Figure 25-1 Molecular Biology of the Cell (© Garland Science 2008)
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Table 25-1 Properties of the Major Classes of Antibodies in Humans

Heavy chains K S Y a «
Light chains KOrA  KOrA KOrA KOrA KOr\
Number of four-chain units 5 1 1 lor2 1
Percentage of total Ig in blood 10 <1 75 15 <1
Activates complement 4 - Exs - -
Crosses placenta - - + - -
Binds to macrophages and neutrophils - - + - -
Binds to mast cells and basophils - - - - +

Table 25-1 Molecular Biology of the Cell (© Garland Science 2008)
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Figure 25-22 Molecular Biology of the Cell (© Garland Science 2008)
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Figure 25-23 Molecular Biology of the Cell (© Garland Science 2008)
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Figure 25-25 Molecular Biology of the Cell (© Garland Science 2008)
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Figure 25-27 Molecular Biology of the Cell (© Garland Science 2008)
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Figure 19-26 Essential Cell Biology (© Garland Science 2010)
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