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Figure 3. Chemical structures
of RXR antagonists.
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Figure 4. A) Chemical structure of fluorescent RXR antagonist 9. B)
Fluorescence polarization values of 9¢ depending on the concentration
of RXRa in the absence or nresence of non-fluorescent compound 1.
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Figure 5. A) Chemical structure of fluorescent RXR antagonist NEt-SB
(10). B) Fluorescent polarization assays employing 10 (100 nM) with
known RXR ligands in the presence of RXRa (0.1 mg/mL). FP stands for
fluorescence polarization.
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