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Study of BCaMKII on working memory in protein

modified transgenic mice
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Abstract: This experiment was designed to investigate the effect of the § Ca?* /calmodulin-de-
pendent protein kinases II1(fCaMKID) on the working memory in mice. The result of Western
Blot showed that BCaMKII was overexpressed in the prefrontal cortex in transgenic mice. There
was no significance in escape latency between transgenic mice and controls in Morris water maze.
In addition, the correct of transgenic mice in T-maze was also similar to that of controls. These
results suppose that overexpression of the BCaMKII has no significant effect on the prefrontal
cortex-dependent working memory in mice.
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Fig. 1 Expression of BCAMKII in prefrontal cortex
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Fig.2 The effect of BCAMKII overexpression on locomotor activity
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Fig.3 The effect of BCAMKII overexpression during the learning process in T maze
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Fig. 4 The effect of BCAMKII overexpression on spatial working memory in T maze
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Fig.5 The effect of BCAMKII overexpression on latency in water maze
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