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Abstract

Neuronal growth inhibitory factor (GIF),
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a brairspecific member of metallothionein family
named metallothionein- IIT (M T- III), is first validated
to be capable of inhibiting the growth of neuronal cell
in nervous system. GIF's amino acid sequence,
structure and metal binding properties are like other
metallothioneins , and its gene shows strikingly high
homology to other metallothioneimrencoding genes,
but they adopt different gene regulation approaches.
With its B-domain CPCP-loop, GIF may bind to some
correlative factors that lie in brain extracts to display
its specific physiological function. It is considered
that GIF is markedly reduced in the brain of
Alzheimer s disease ( AD) patients and in several
other neurodegenerative disease.
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Abstract

transcription on chromatin is the central question of

How transcription factors regulate gene

the study of gene expression regulation. Recent

investigations showed that regulatory factors form
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different complex in  nucleus such as RNA
chromatin remodeling

w hich

participate each step of gene transcription and

polymerase Il holoenzyme,

complexes, nucleosome and enhanceosome,
assemble into active transcription complex. Formation
of these complexes integrates lots of information of

transcription regulation and increase the efficiency of
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transcription, which is the basis of orderly efficient

expression of genes. On the other hand, it is a
challenge to study these transeription complexes and
development of new technology is important.
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complex, chromatin
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