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CREB: the Mediator of Long Term Memory. ZUO
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Abstract As a translator factor, CREB takes part in
the transformation process from short term memory
to long term memory, which has been evidenced in
several different kinds of animals. In addition, its
two forms as both activator and inhibitor with high
conservation in their gene structures can mediate this
transformation process in a more precise manner.
Researches having been conducted so far and the
recent progressed in this field were reviewed; the
issues to be researched and addressed in future were
also pointed out.
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Abstract Recently, several bone morphogenetic
protein ( BMP) receptors ( I A, 1 B and II') have
been cloned and characterized. BMP receptors belong
to the TGFB receptors family of serine/ threonine
kinases. Both typel and type Il BMP receptors bind
BMP ligands, in order to elicit a signal, heteromeric
complexes of type I and type I receptors are
required. Using truncated and constitutively active
BMP receptors, it has been shown that type [ A
BM P receptor plays important role in mesoderm for-
mation in vive. Type 1 B BMP receptor plays major
roles in chondrogenesis, osteoblast differentiation and
programmed cell death in vive and in vitro. BMP
receptor signaling molecules Smadl and Smad5 are
also cloned and characterized. They also play impor
tant roles in BM P receptor mediated function.
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