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Abstract

the steroid hormone receptor superfamily that is a

The androgen receptor ( AR) belongs to

ligand- dependent transcription factor. It can regulate

gene transcription through binding to specific DNA
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element. The action mechanism of androgen receptors
is summarized with a special emphasis on the specr
ficity of the function of androgen receptors.
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Abstract

one of the most difficult problems for human beings.

Therapy of hepadnvirus infection is still

At present few drug can be used for therapy. Antr
sense strategies against hepadnviral infections gives a
new hope for patients. A lot of study was carried out
in vitro, and very good results were shown. Some
investigation have been done in vive. These resulis
demonstrate the potential clinical use of antisense
nucleotides for hepadnavirus infection.
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