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Abstract

antisense oligonucleotides technology, antisense RNA

( Research Institute

Antisense technology at least include

technology and ribozyme technology. Antisense tech-
nology has been widely used in the studies of G-pro-
teins, G-protein coupled receptors and their subtypes,
the specific property of G-protein in signal transduc
tion and the “cross talk” of G-proteins involved signal

transduction system with other signal transduction

systems.
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Reversible Phosphorylation of Glutamate Receptors
and Its Effects. GAO Can, ZHANG GuangYi
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Abstract There are phosphorylation sites within the
C terminal domain of glutamate receptors ( GluRs)
which not only can be phosphorylated by protein
kinases but can be dephosphorylated by protein
phosphatases also. The effects of phosphorylation can
enhance Ca®* influx and improve the function of

GluRs,

contrary. The reversible phosphorylation of GluRs

whereas dephosphorylation do on the
keep balance in normal conditions which play an
important role in synaptic plasticity such as LTP, but
it can enhance excitatory neuronal damage in
pathological events such as ischemic brain damage
when the balance lose.
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