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Abstract a Ca’*

important constituent of cellular signal transduction

Long Fei

Calmodulin, receptor, is an
systems. In recent years, much progress has been

made on the threedimensional structure of
calmodulin, this leads the scientists to understand the
mechanisms of the activation of calmodulin by Ca®*
and the interaction between calmodulin and its target
enzymes. A concise description is given on the 3D
structures of Apo- calmodulin, Ca®* - calmodulin and
the complex of calmodulin with its target peptides and
antagonists.
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Abstract The gene zif268 codes for a transcription
factor ZIF268. The expression pattern of zif268 in
developing visual cortex is regulated. zif268 is highly
expressed in adult visual cortex which experienced
normal visual input. After visual deprivation, the
zif268  is dowr

expression level of strongly

regulated, while visual stimulation can significantly
increase the expression level of zif268. The studies
concerning the expression pattern of zif 268 offer fur
ther insight into the physiological functions of zif268
in the mammalian visual system.
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