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Abstract

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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Abstract

involved in many different processes including cellular

Receptor tyrosine kinases ( RTKs) are

growth, differentiation, embryonic development,
oncogenesis and intracellular signalling pathways,
thus possessing important physiological functions.

There are now more than 50 distinct RTK genes that
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have been published and divided into 14 sub-families ,
the largest one known is the Eph sub-family which is
comprised of at least fifteen members. Some of the
Eph family members are predominantly expressed in
the developing brain, the others are expressed in a

broader range of tissues. Recently the findings of the

excellular ligands of this family should facilitate fur-
ther studies of its function. The isolation, pattern of
expression and the ligands of Eph-like receptors are
summarised.
Key words receptor tyrosine kinase (RTK), Eph-

subfamily, ligand
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