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Figure 1 Process of formation of morpholine moiety between epoxomicin and proteasome
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Figure 2 Critical synthetic step of epoxomicin
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Figure 3  Scissoring bond and modified sites of substrate by

proteasome
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Table 1 a,f-Keto-epoxide compounds with different length of peptides. a: Chymotrypsin-like activity; b: Trypsin-like activity; c: Polyglu-
tamate peptide hydrolase
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Table 3  Structure and activity of compounds with varied P4 position
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Table 4 Structure and activity of compounds with varied P4 and P2 positions
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