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Novel therapeutic approach to skin diseases with protein-transduction technology
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WFFER S OMESE  (33) : Protein—transduction domains (PTDs) are short stretches of cationic amino
acids that enable peptides, proteins, oligonucleotides, and other reagents to efficiently enter multiple
cell types. Therefore, PTDs offer unique therapeutic opportunities for the treatment of many diseases,
including skin cancer. Novel STAT3 inhibitor; R9-GRIM19 significantly reduced STAT3-dependent

transcription in vitro, and tumor growth in vivo.
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