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6. Profiling Compound Binding to BET Bromodomains
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3. Assay Components
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Extracellular NanoLuc inhibitor Panel A. The BRD tracer engages full-length Bromodomain proteins BRD2, BRD3, » Fastbinding tracers can enable real-time analysis of test compound
« Cellular debris is commonly observed in populations of rapidly-dividing live cells BRD4, and BRDT expressed in Hela cells. In addition it directly binds to BRD4 Domain dissociation rates
« Extracellular NanoLuc inhibitor ensures BRET measurements originate only from BRD4 inhibitors were profiled for binding to BRD4 full length protein in HelLa cells. By long signal half-life of NanoLuc
inside intact cells profiling against other BRDs, compound selectivity of compounds can be determined.
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