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Figure 1. Chemical structures of yaku’amide 1), fluorescen probes 2 and3), and biotinylated probe4 and5).



Scheme 1. Synthesis of flucescer probes 2 and3) and biotinylated probe4 anc 5).
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Figure 2. Confocal microscopic images of fluorescent probes in MCF-7 cells, compared with mitochondrial
indicator, MitoTracker Red CMXRos (MTR). (a) Images for probe 2. (b) Images for probe 3. (c) Images for
probe ent-2.
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Figure 3. (a) Structure of control probe (cont.). (b) Affinity pull-down assay with prok4 anc 5. (¢) Competitive
study with1 andent-1. (d) Western blot analysis of pull-downed protaisg anti-ATP synthase subunitsand
[ antibodies. Bands indicated by arrows are mitodhahFF-ATP synthase subunits (upper) ang (lower).
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