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Progression of the secretory pathway of FGF-1
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Abstract

Fibroblast growth factor (FGF-1) lacks amino-terminal signal peptide, so it can’ t
release through the classical endoplasmic reticulum (ER) -Golgi pathway. Under some
stresses, FGF-1 binds SOOA13,P40Sytl, and SK1 to be a multiprotein release complex
that is released into extracellular compartment across membrane. FGF-1 is involved in
many pathological processes, so the measures to disturb or inhibit FGF-1 release
pathway provide a new strategy for the diseases directed by FGF-1.
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