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Probe Design

AzCDF
(Therapeutic Molecule)
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Probe Design

AzNap
(Imaging Molecule)
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In Vitro Reductive Activation of AzNap and AzCDF

AzNap

AzCDF
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UV/vis spectrum of AzCDF (5 uM) before and after the

addition of 10 pg/mL nitroreductase and NADH (50 uM).
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Time-dependent fluorescence of AzNap (5 uM)
recorded after incubating with nitroreductase
(10 pg/mL) and NADH (50 uM) for 30 min in
PBS (pH 7.4) at 37°C.
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HPLC analysis (absorbance at 365 nm) of 5 uM AzCDF
incubated with 10 pg/mL nitroreductase and 50 uM NADH at
37 °C for the indicated times.
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AzNap and AzCDF Activation in Hypoxic CSCs
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AzNap and AzCDF Activation in Hypoxic CSCs
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AzNap and AzCDF Activation in 3D Tumor Spheroids
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Mechanisms of AzCDF Suppresses Stemness in CD133*CSCs
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Selective Fluorescence Imaging of AzNap
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Assessment of the ability of AzCDF to prevent tumorigenesis in vivo
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Summary

Inject AzCDF
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