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Fmoc-c[X-Arg(Pbf)-Leu-Ser(OtBu)-X]-Lys(Boc)-Gly-Pro-Nle-Pro-Phe-Resin )\ NHB
Cyclic precursor of compound 1 Fmoc-c[X-Arg(Pbf)-Leu-Ser(OtBu)-Alnb]-Lys(Boc)-Gly-Pro-Nle-Pro-Phe-Res
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