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Fig. 2. The procedure of neuronal development. A neuron receives the signal from the environments and is designed
for its destiny. The neuron proliferates, differentates, and moves to the site where it should be located. Then the
neuron sprouts axon and dendrite to make synapses and communicate with other neurons. Finally the neuron finely
tunes its synapse via an elimination of useless and/or redundant synapses.
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Fig. 3. Schematic diagram for the critical period. The visual signal is detected at the retina and transfered to visual
cortex layer IV cells via lateral geniculate nucleus (LGN). The cells in layer [V communiate the cells in layer II/IIT
to associate, process, and store the visual information. The layer IVIII cells receive visual signals from both eyes.
However, if one of eye is closed and blocked the visual input during early specific period of the animal’s whole
life (monoocular deprivation), the synapse between the layer IV and IITII cells in the blocked (deprived) visual
pathway is eliminated forever even in adult phase. If these kind of depriving is happen at extremely early period or
at the later part of life, the deprivation does not show the synaptic modification. This specific early period which is
critical for the synaptic reorganization is called as “Critical Period”.
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