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Abstract

recently identified,

Interleukin- 17 receptor (IL- 17R) has been
which exhibits no homology to any
known family of receptors. Studies show that soluble
mouse [L- 17R (smll-17R) can not only inhibit T-cell
activation, but also suppress the response to
alloantigen in established allograft transplant models.
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Abstract

factors of

Gene silencing is one of the important

transgene inactivation. The main
mechanisms, including postion effects, transcriptional
silencing and  post-transcriptional  silencing  was
presented, the means of stabilizing gene expression in
transgeneic plants was discussed.
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