Contribution of the GR-LEDGF/p75 Axis to Prostate Cancer Chemoresistance @i
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Human anti-LEDGF/p75 antibody displays the dense fine
speckled nuclear pattern detected with FITC-labeled
secondary anti-human antibody (green). GR was co-
incubated with human anti-LEDGF/p75 autoantibodies and
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The highly selective GR modulator CORT108297 (CORT) was used to inhibit GR transcriptional activity. Dex induces the
expression of LEDGF/p75, particularly in the African-American PCa cell line MDA PCa 2b. CORT decreases LEDGF/p75
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