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Fibroblast Growth Factor Superfamily

FGFs are grouped into seven subfamilies based on sequence similarity and functional characteristics. FGFs bind to heparan sulfate proteoglycans (HSPGs) and FGF receptor tyrosine kinases to activate intracellular
signaling pathways initiated by receptor dimerization, autophosphorylation, and the recruitment and docking of SH2 domain-containing proteins. There are four FGF signaling receptors (FGF R1-4) which exhibit
TAKE-AWAY REFERENCE TOOL alternative splicing in the Ig-like repeat domains and one decoy receptor that binds ligand, but does not propagate a signal (FGF R5). Splice forms of FGF R1-4 that affect the ligand-binding domains are indicated
in the table: b and c denote alternate forms of the Ig-like repeat Ill. Splice forms that indicate the presence (c. form) or absence ([3 form) of Ig-like repeat |, or those representing truncated, non-signaling forms
are not shown. Although FGF Receptor binding is necessary, itis not sufficient for activating signaling. Activation depends on the presence of accessory proteins, such as glycosaminoglycans and Klotho. In addition,
2008 | Issue 2 - RnD S)’ stems.com the degree, pattern, and location of sulfation, acetylation, etc. of these cofactors may impact FGF ligand/receptor binding and subsequent pathway activation.
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This iflustration represents general pathways suggested in the scientif literature and is not to be considered comprehensive nor definitive.

Visit www.RnDSystems.com/go/FGFfamily for product information.




