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ARTICLE IF CITATIONS

EZH2 |s Required for Germinal Center Formation and Somatic EZH2 Mutations Promote Lymphoid
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Molecular and Genetic Characterization of MHC Deficiency Identifies EZH2 as Therapeutic Target for

Enhancing Immune Recognition. Cancer Discovery, 2019, 9, 546-563. o4 213
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Histone H1 loss drives lymphoma by disrupting 3D chromatin architecture. Nature, 2021, 589, 299-305. 27.8 155
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EZH2 enables germinal centre formation through epigenetic silencing of CDKN1A and an Rb-E2F1
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TET2 Deficiency Causes Germinal Center Hyperplasia, Impairs Plasma Cell Differentiation, and Promotes
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Multi-tiered Reorganization of the Genome during B Cell Affinity Maturation Anchored by a Germinal
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Genetic and epigenetic inactivation of <i>SESTRIN1</i> controls mTORC1 and response to EZH2
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AICDA drives epigenetic heterogeneity and accelerates germinal center-derived lymphomagenesis.
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Specific covalent inhibition of MALT1 paracaspase suppresses B cell lymphoma growth. Journal of
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BAP1 Loss Results in EZH2-Dependent Transformation in Myelodysplastic Syndromes. Blood, 2015, 126,
713-713.
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