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multiple pathways in primary hematopoietic cells. Leukemia, 2021, 35, 3232-3244. 7.2 82

Activity of venetoclax against relapsed acute undifferentiated leukemia. Cancer, 2021, 127, 2608-2611.
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Abstract 633: Thiopurines and mismatch repair deficiency cooperate to fuel TP53 mutagenesis and ALL
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Abstract 642: Genomes for Kids: Comprehensive DNA and RNA sequencing defining the scope of
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Chemotherapy and mismatch repair deficiency cooperate to fuel TP53 mutagenesis and ALL relapse.
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Integrative Genomic Analysis of Pediatric Myeloid-Related Acute Leukemias Identifies Novel Subtypes

and Prognostic Indicators. Blood Cancer Discovery, 2021, 2, 586-599. 5:0 21

Rational biomarker development for the early and minimally invasive monitoring of AML. Blood

Advances, 2021, 5, 4515-4520.

Poster: ALL-144: Oncogenic Deregulation of BCL11B in Lineage Ambiguous Leukemia. Clinical Lymphoma, 0.4 o
Myeloma and Leukemia, 2021, 21, S207. :
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TAK1 restricts spontaneous NLRP3 activation and cell death to control myeloid proliferation. Journal 85 167
of Experimental Medicine, 2018, 215, 1023-1034. :

Clinical cancer genomic profiling by three-platform sequencing of whole genome, whole exome and
transcriptome. Nature Communications, 2018, 9, 3962.

Immune Escape of Relapsed AML Cells after Allogeneic Transplantation. New England Journal of 97.0 399
Medicine, 2018, 379, 2330-2341. :
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Reprogramming of Leukemic and Pre-Leukemic Cells from Primary Human De Novo Acute Myeloid
Leukemia Samples into Induced Pluripotent Stem (iPS) Cells. Blood, 2015, 126, 1862-1862.

Non-Malignant Oligoclonal Hematopoiesis Commonly Follows Cytoreductive Chemotherapy in Adult 14 o
De Novo AML Patients. Blood, 2015, 126, 686-686. )

Functional Heterogeneity of Genetically Defined Subclones in Acute Myeloid Leukemia. Cancer Cell,
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sarcoma. Journal of Cutaneous Pathology, 2011, 38, 945-953. 1.3 30
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