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FIGURE 21-25 Origin of the polar head groups of
phospholipids in E. coli. Initially, a head group (either
serine or glycerol 3-phosphate) is attached via a CDP-
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For phospholipids other than phosphatidylserine, the
head group is further modified, as shown here. In the
enzyme names, PG represents phosphatidylglycerol;
PS, phosphatidylserine.
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