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Many unrelated proteins share identical

sequence but adopt  different

REREZMEN

conformations. Structural transformation that occurs
in the process of protein folding and functioning is of
great significance in biological organisms. The

structural transformation of peptide segment in the

process of serpin  and EF-Tu inactivation,
hemagglutinin  activation,  protease maturation,

subunit assembly and protein amyloidosis is reviewed

and its implication for the understanding of protein

folding and “ conformational diseases” is also
discussed.
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mammals. It modulates the process of metabolism

[nsulin is one principal hormone in

and promotes cellular growth and differentiation. Its
action is mediated through insulin receptor. Insulin
binding activates the tyrosine kinase activity of the
receptor. The activated receptor frequently undergoes
autophosphorylation and then phosphorylates cellular
signal molecules, thus making it possible for insulin
to elicit the corresponding response. A brief descrip-
tion is given on the process of signal transduction in
the cell after insulin stimulation and the cellular signal
molecules involved in the process.
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