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The Interaction of Fibroblast Growth Factor/ Fibroblast
Growth Factor Receptor and FGF Inhibitors

FAN Hong-Kuan, ZHOU Hui , LI Wei
( College of Life Science, JiLin University., Changchun 130023, China)

Abstract The fibroblast growth factor (FGF) family contains at least nineteen members that play important
roles in embryogenesis, vascularization, neuron system growth and in development and pathological states. In
order to study the mechanism of interaction of FGF/FGFR, plenty of research work w as focused on the study of
structure and function of FGF and FGFR. Heparin binding domain of aFGF and bFGF, and receptor binding
domain of bFGF have been identified. Heparin binding domain and ligands binding domain of FGFR also were
localized. Based on the research, two models of interaction of FGF/FGFR were presented and many nucleotide,
saccharides and peptide inhibitors were developed. The inhibitors may play an important role in the designing of

antr cancer drug.
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