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Abstract

receptors are the membrane spanning receptors

Vascular endothelial growth factor

which were found in vascular endothelial cells
and induce the proliferation and differentiaion of
endothelial cells. There are two receptors which
can specially bind with VEGF. They are Flt and
KDR, the gene structures and locations in the
chromosome of flt and KDR were identified.
Both Flt and KDR are receptors of type Il
RTKs. Their structures are similar. There are
seven immunoglobirrlike sequence in extracellu-
lar domain. The catalytic domains in intracellu-
lar region were inserted by tyrosine kinase

domains. Autophosphorylation was induced,
which results in intracellular response. The
VEGF repeptors play an important role in angio-
vascular, wound repair, inflammatory response,
tumour grow th and some cardiovascular diseases.
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Abstract

insects produce a battery of antibacterial peptide

In response to bacteria or trauma,
or polypeptide such as cecropin, diptericin,
attacin and defensin, the synthesis of which are
induced in the fat body and secreted into the
hemolymph where they act synergistically to kill
the invading microorganisms. The insect host
defence system shares common basic characteris-
tics of the mammalian acute phase response,
especially in the aspect of the coordinating gene
expression, where similar cis-regulatory and

inducible transactivator appear to play major

roles.
Key words NF-kB, dorsal related immunity
factor, drosophila immunoresposive factor,

cecropia immunoresposive factor
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