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Disparity Detect: Simple Cell, Complex Cell and
Energy Model. ZHANG ZhrLei, GE JrGuang,
GUO XiaoHui ( Department of Bioscience and

Biotechnology, Zhejiang University, Hangzhou
310027, China).
Abstract The action of binocular cells in visual

cortex is the foundation of information process of
stereopsis. The disparity encode mechanism of simple
cells are divided into two groups, one is position

shift, the other is phase shift, but simple cells are not
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suited to act as disparity detector. On physiological
study of some complex cells, people find some com-
plex cells are ideally suited as disparity detector. A
complex cell energy model based on these simple cells
was provided. Mathematical analysis and computer
simulation indicate that this model can explain many
physiological data.
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Abstract
targeted by nuclear localization signal ( NLS) in the

Regulation of Gene Expression.

The import of proteins into nucleus is

protein molecule. The proteins containing NLS bind
the specific NLS-receptors, then cross nuclear pores
and translocate into nucleus. The process of nuclear
import requires the activation of cytosolic transport
factors, nuclear pore complexes and the components
of import machinery. When NLS is modified or
masked it can not be recognized by components of the
machinery, so the NLS- proteins are retained in the
cytoplasm before the masks are released. Controlling
the activities of transcription factors through
modulating nuclear import of the proteins leads a new
concept of regulation of gene expression and
constitutes a regulatory level in cellular growth and
differentiation.
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