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Figure 2. (A) Schematic of the reaction of HSip-1 with H2S. (B) Time course of the fluorescence intensity
change of HSip-1 with no addition (Non), addition of 10 mM GSH, or 100 uM H,S. (C) Fluorescence spectra
of 1 uM HSip-1 before and after addition of 100 uM H.S.
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Figure 3. Visualization of H,S inside live cells using HSip-1 DA. (A) Synthetic scheme of HSip-1 DA and
strategy to introduce HSip-1 into the cell. (B) Differential interference contrast (DIC) and fluorescence (FL)
images were captured before and after addition of 500 uM H»S to the medium outside cells. (C) Average
Fl20 min/Flo min fluorescence intensity ratios in fluorescence images after addition of 0, 200, or 500 uM H,S.
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Figure 4. (A) H2S biosynthesis catalyzed by 3MST. (B) Time course of the fluorescence intensity change of
HSip-1 with GST-3MST or GST in the presence of 3MP and DTT as substrates. (C) SDS-PAGE analysis of
GST-3MST and GST. (D) Flow chart of 3MST inhibitor screening.
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Figure 5. Structures of 3MST inhibitors and assay data. These data were obtained from results of
fluorescence measurement and bgas chromatography.
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