vP29-01 DNA replication stress by the loss of male specific histone demethylase ‘'KDMSD' In aggressive prostate cancer
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Introduction and Objectives Fig 3. Orthotopic Xenograft Model Showed Aggressive Phenotype of the loss Fig 5. LNCaP (intact KDM5D) and LNCaP-104R2 (KDMS5D loss) as a Experimental Model for RNAseq Validation.
of KDM5D In Prostate Cancer.
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