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Figure 1. (a) Structures of polytheonamide B (1) and fluorogenic probe (2). (b) Three dimensional structure of 1.
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Scheme 1. Solid-phase total synthesis of polytheonamide B (1) and fluorogenic probe (2).
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Figure 3. Time course of the change of
the membrane potential caused by 1.
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Figure 4. (a) Fluorescence of probe 2 and (b) LysoTracker
in MCF-7 cells incubated with 2 for 1 h. (c) Superposition
of the image (a) and (b). Nucleus was shown in blue.
Scale bar represents 20 pm.
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Figure 5. (a) Cellular uptake of 2 with each condition. Asterisks indicate
significant differences compared with the control (none) by t-test (** p < 0.01).
(b) Fluorescence of LysoTracker in MCF-7 cells incubated with 1 for 2 h and (c)
4 h. (d) Fluorescence of cresyl violet generated from the cathepsin B-assosiated
hydrolysis of MR-(RR), in MCF-7 cells. The cells were incubated with 1 for 2 h
and (e) 4 h. Nucleus was shown in blue. Scale bar represents 20 um.
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