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Analysis of signal transduction mechanism by alternation of the gene coding
for a receptor of a signal transduction molecuie
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To analyze signal transduction mechanism, two major common structures of growth factor
receptors were altered by molecular biological methods. One of major structures is a positively
charged region after the transmembrane region, in the epidermal growth factor (EGF) receptor-
type membrane proteins. EGF-induced tyrosine phosphorylation of the receptor was strongly
inhibited by removal of this basic region. The recepior lacking the basic region internalized
normally on addition of EGF. In EGF receptor type proteins, another major structure is one
transmembrane region. This hydrophobic region was replaced by random artificial hydrophobic
regions. Now, | am trying transfection of cells with mutated receptor genes. The length of the
hydrophobic region of the EGF receptor was also systematically altered, and transfection of the
cell with mutated recepior genes is also under way.
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