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Yapl Activation Enables Bypass of Oncogenic Kras Addiction in Pancreatic Cancer. Cell, 2014, 158, 9
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through Combined MEK Inhibition. Cancer Discovery, 2021, 11, 142-157.

Resistance to neoadjuvant chemotherapy in triple-negative breast cancer mediated by a reversible
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Metabolic reprogramming toward oxidative phosphorylation identifies a therapeutic target for
mantle cell lymphoma. Science Translational Medicine, 2019, 11, .

Syndecan 1 is a critical mediator of macropinocytosis in pancreatic cancer. Nature, 2019, 568, 410-414. 27.8 129

Efficacy of the combination of MEK and CDK4/6 inhibitors<i>in vitro</i>and<i>in vivo</i>in KRAS
mutant colorectal cancer models. Oncotarget, 2016, 7, 39595-39608.

Epithelial memory of inflammation limits tissue damage while promoting pancreatic tumorigenesis. 12.6 99
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High-resolution clonal mapping of multi-organ metastasis in triple negative breast cancer. Nature
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Oxidative Phosphorylation Is a Metabolic Vulnerability in Chemotherapy-Resistant Triple-Negative 0.9 75
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Comprehensive Molecular Characterization Identifies Distinct Genomic and Immune Hallmarks of
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Genetic Events That Limit the Efficacy of MEK and RTK Inhibitor Therapies in a Mouse Model of
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Oncogenic <i>KRAS«<[i> Recruits an Expansive Transcriptional Network through Mutant p53 to Drive
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<i>In Vivo<[i> Genetic Screens of Patient-Derived Tumors Revealed Unexpected Frailty of the
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Androgen receptor blockade promotes response to BRAF/MEK-targeted therapy. Nature, 2022, 606,
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Allosteric SHP2 Inhibitor, IACS-13909, Overcomes EGFR-Dependent and EGFR-Independent Resistance
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Discovery of IPN60090, a Clinical Stage Selective Glutaminase-1 (GLS-1) Inhibitor with Excellent

Pharmacokinetic and Physicochemical Properties. Journal of Medicinal Chemistry, 2020, 63, 12957-12977.

ZEB1 suppression sensitizes KRAS mutant cancers to MEK inhibition by an IL17RD-dependent mechanism.

Science Translational Medicine, 2019, 11, . 124 42

Current and Future Horizons of Patient-Derived Xenograft Models in Colorectal Cancer
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PRMT1-dependent regulation of RNA metabolism and DNA damage response sustains pancreatic ductal
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<i>EGFR<[i>Amplification Induces Increased DNA Damage Response and Renders Selective Sensitivity to
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Targeting Glucose Metabolism Sensitizes Pancreatic Cancer to MEK Inhibition. Cancer Research, 2021, 0.9 04
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Sequential Administration of XPO1 and ATR Inhibitors Enhances Therapeutic Response in TP53-mutated
Colorectal Cancer. Gastroenterology, 2021, 161, 196-210.
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Cancers, 2019, 11, 462. :

Inhibition of histone acetyltransferase function radiosensitizes CREBBP/EP300 mutants via repression
of homologous recombination, potentially targeting a gain of function. Nature Communications,
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Discovery of IACS-9439, a Potent, Exquisitely Selective, and Orally Bioavailable Inhibitor of CSF1R. 6.4 14
Journal of Medicinal Chemistry, 2020, 63, 9888-9911. )

Pharmacologic profiling of patient-derived xenograft models of primary treatment-naA've
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Short-term treatment with multi-drug regimens combining BRAF/MEK-targeted therapy and
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