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ABSTRACT

This technology relates to novel peptides derived from fibroblast growth factor 1 (FGF1). These peptides inhibit cross talk
between integrins and FGF receptors in a dominant negative fashion. Since FGF signaling has been implicated in tumor
progression and inflammation, this technology shows potential for therapies and drug discovery in cancer biology and
inflammatory diseases.

FULL DESCRIPTION

Fibroblast growth factors (FGFs) regulate diverse cellular processes including growth and differentiation. In addition,
aberrant FGF signaling has been implicated in tumor progression. FGFs are also pro-inflammatory growth factors that
have  been  implicated  in  promoting  pathological  angiogenesis  in  chronic  inflammatory  disease.  Therefore,  the  FGF
signaling pathway is an attractive target for cancer and inflammatory disease therapy. However, specific antagonists of
this pathway are not well characterised.

Researchers at the University of California, Davis have developed novel peptides derived from FGF1 that can bind to FGF
receptors and block integrin-FGF receptor cross talk, inhibiting FGF signaling in a dominant negative fashion. These
peptides show promise as therapeutic agents and tools for compound discovery for the advancement of cancer therapy
and treatment of inflammation.

APPLICATIONS

▶ Inhibition of angiogenesis

▶ Inhibition of tumor growth

▶ Inhibition of inflammation

▶ Inhibition of excessive wound healing

▶ Reduction of resistance of tumor cells to chemotherapeutic agents

▶ Development of assays to discover new compounds that affect FGF signalling

FEATURES/BENEFITS

▶ Can bind to FGF receptors and block integrin-FGF receptor cross talk

▶ Inhibit FGF signaling in a dominant negative fashion
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ADDITIONAL TECHNOLOGIES BY THESE INVENTORS

▶ Suppression of sPLA2-Integrin Binding for Treating an Inflammatory Condition or Suppressing Cell Proliferation

▶ Novel Insight into Inhibiting IGF1 Signaling

▶ Modulating MD-2-Integrin Interaction for Sepsis Treatment

▶ Integrin Binding to P-Selectin as a Treatment for Cancer and Inflammation
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