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Effect of prenatal exposure to DES on levels of CaM KII and related proteins in the mouse

brain
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We have previously reported that exposure to a minute amount of DES during fetal life depressed passive avoidance
responses in mice. In the present study, the effect of prenatal DES exposure on levels and activities of
Ca*'/calmodulin-dependent protein kinase II (CaM kinase II) and related proteins in the hippocampus was examined
in mice. The mice were orally given with 0.1 pg/30 pl/animal of DES once a day for the 11th to 17th day of gestation.
For immunoblot analysis, the Triton X-100-soluble fractions of the hippocampi from 6-9 week-old mice with or without
DES exposure were used. CaM kinase II activity was measured, using syntide-2 as a substrate. The treatment with
DES didn't affect the total amount of CaM kinase II but increased autophosphorylated CaM kinase Il in the male
hippocampus. Phosphorylated protein kinase C was also increased. The treatment with DES also elevated the Ca**
-independent kinase activity without changes in the Ca®" -dependent kinase activity. Further studies are needed to
clarify relationship between the present study and the depression of passive avoidance responses caused by prenatal

exposure to DES.



