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Abstract

are produced in plants in response to drought

Agricultural Beyjing

A number of stress induced proteins

stress, among which dehydrin is the most com-
mon one. Concerns on the highly conserved
sequence and the large quantity expression of
dehydrin have led to numerous significant find-
ings about the biological role and the regulation
of gene expression of the stressresponsive pro-
teins. Recent progress of the dehydrin research
is described.
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Abstract  The activity of fibroblast growth
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factors (FGFs) is mediated by a dual-receptor
system. This comprises a family of four receptor
tyrosine kinases (FGFRs) and heparin sulphate
proteoglycans ( HSPG). The binding of the
FGFs to the FGFRSs is marked by a pattern of
overlapping specificity despite alternative splicing
events generating a large number of FGFRs.
HSPG receptors may stimulate the combination
between the FGFs and FGFRs, and provide

additional specifity allowing a cell to fine tune its
response to the FGFs. FGFRs induce the activi-
ties of donwstream signal molecules which then
act in different ways that affect the cell’s devel-
opment, mitogenesis, and neuronal differenta-
tion, respectivly.

Key words - fibroblast growth factor receptors,
heparin sulphate proteoglycans, dual-receptor

system
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