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Novogene offers competitive sequencing services for eukaryotic mRNA transcripts of species either with or without reference 
genomes. In addition to providing alternative and affordable approaches to gene expression profiling among sample groups, 
eukaryotic mRNA sequencing, short as mRNA-seq, also enables the identification of novel transcripts, the detection of 
alternative splicing, gene fusion events, and provides customized data analysis and publication-ready results to meet 
bioinformatic requests.
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Targeting Epigenetic Crosstalk as a Therapeutic Strategy for EZH2-Aberrant Solid Tumors

Background
Mutations or aberrant upregulation of EZH2 occur frequently in human cancers. This paper profiles global posttranslational 
histone modification changes in cancer cell lines with various sensitivities to EZH2 inhibitor. 
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Conclusion
Epigenetic crosstalk targeting together with MLL1-based stratifi-
cation and inhibiting feedback MAPK activation expand EZH2 
inhibitors’therapeutic utility and efficacy in patient-derived 
solid tumor models.
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Results
                  , H3K27ac                    , and proteomics analysis helps to 
examine the cellular pathways affected by EPZ-6438 and to 
further demonstrate the linkage between H3K27ac modification 
and pathway activations (Figure 1).
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Figure 1. Feedback H3K27 acetylation change drives oncogenic
transcriptional reprogramming.
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