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Abstract  Insulirlike growth factor I (IGIF-1 )

and insulin are two important members in the insulin
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family with highly homologous structure. They bind
to the homologous receptor and produce similar
physiological function, but the major function is

different. The major function of IGF-1 is growth-
promoting whereas insulin plays a key role in the
glucose uptake and metabolism. The bases of the
physiological function and its expression of a protein
are the molecular structure of the protein and the
molecules involved in the expression of the function,
such as receptors and signal molecules, ete. The
recent progresses in the studies on the structural basis
and molecular basis of physiological function of IGF-

[ and insulin are reviewed.
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The role of the EpsteirBarr Virus

University,
Abstract
encoded LMP-1 in mediating new signal transduction
pathway becomes more attractive than ever. The
structural properties, and function of LMP-1, the
effects of TRAF/TRADD, the activation of NF-B,
AP-1, and JAK/STAT were reviewed.
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