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A novel Insulin-like growth factor—1 (IGF-1), which has heparin-binding domain was
designed and purified. In vitro the novel IGF-1 binds with the surface of cell membrane,
because heparin-binding domain can bind with negatively charged Proteoglycan. We checked
the new IGF-1 effect with peripheral artery disease model, but we could not see the long
time effect in vivo. We need to improve the drug delivery system in vivo. These results
showed the new strategy of drug delivery system.
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