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MYCN upregulates the transsulfuration pathway to suppress the ferroptotic vulnerability in
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<i>MYCN</i>-Amplified Neuroblastoma Is Addicted to Iron and Vulnerable to Inhibition of the System 0.9 73
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Targeting transcription of MCL-1 sensitizes HER2-amplified breast cancers to HER2 inhibitors. Cell
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Pharmaceutical Interference of the EWS-FLI14€“driven Transcriptome By Cotargeting H3K27ac and RNA
Polymerase Activity in Ewing Sarcoma. Molecular Cancer Therapeutics, 2021, 20, 1868-1879.

Androgen-deprivation induced senescence in prostate cancer cells is permissive for the development
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Investigating New Mechanisms of Acquired Resistance to Targeted Therapies: If You Hit Them Harder,
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Clearance of therap@;é@nduced senescent tumor cells by the senolytic ABTa€263 via interference with 46 %0
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Targetable immune checkpoint molecules may be significantly differentially expressed in minority
ethnicities.. Journal of Clinical Oncology, 2020, 38, 3576-3576.

Evaluation of combined BCL-2/MCL-1 inhibition as a therapeutic approach for synovial sarcoma..
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Epithelial-to-mesenchymal transition and drug resistance: transitioning away from death. Journal of
Thoracic Disease, 2019, 11, E82-E85.

Paragangliomas in Carney&€“Stratakis Syndrome. Hormone and Metabolic Research, 2019, 51, 437-442. 1.5 5

Prognostic Factors of Malignant Pheochromocytoma and Paraganglioma: A Combined SEER and TCGA
Databases Review. Hormone and Metabolic Research, 2019, 51, 451-457.

The Ewing Family of Tumors Relies on BCL-2 and BCL-XL to Escape PARP Inhibitor Toxicity. Clinical 70 2
Cancer Research, 2019, 25, 1664-1675. :

NOTCH1 Represses MCL-1 Levels in GSl-resistant T-ALL, Making them Susceptible to ABT-263. Clinical

Cancer Research, 2019, 25, 312-324.

Tumor mutation burden and PD-L1 expression in SDH/FH mutated solid tumors.. Journal of Clinical 16 1
Oncology, 2019, 37, 1524-1524. :
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Coamplification of <i>miR-4728<[i> protects <i>HER2<[i> -amiliﬁed breast cancers from targeted
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E2594-E2603.

Therapeutically targeting tumor microenvironmenta€“mediated drug resistance in estrogen
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Distinct dependencies on receptor tyrosine Rinases in the regulation of MAPK signaling between BRAF
V600E and non-V600E mutant lung cancers. Oncogene, 2018, 37, 1775-1787.
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Epithelial-to-Mesenchymal Transition Antagonizes Response to Targeted Therapies in Lung Cancer by
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Research, 2018, 24, 360-369.
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Targeted inhibition of histone H3K27 demethylation is effective in high-risk neuroblastoma. Science
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Increased Synthesis of MCL-1 Protein Underlies Initial Survival of <i>EGFR</i>-Mutant Lung Cancer to
EGFR Inhibitors and Provides a Novel Drug Target. Clinical Cancer Research, 2018, 24, 5658-5672.

BCL-2 inhibition is a promising therapeutic strategy for small cell lung cancer. Oncoscience, 2018, 5,
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Sensitivity and Resistance to BH3 Mimetics in Cancer Therapy. Resistance To Targeted Anti-cancer
Therapeutics, 2018, , 147-180.
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Cancer Research, 2018, 7, $787-5791. 1.0 1

Epithelial-to-Mesenchymal Transition Defines Feedback Activation of Receptor Tyrosine Kinase
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Measurement of PIP3 Levels Reveals an Unexpected Role for p110i2 in Early Adaptive Responses to
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The BCL2 Family: Key Mediators of the Apoptotic Response to Targeted Anticancer Therapeutics. Cancer o4 501
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Inhibition of mutant EGFR in lung cancer cells triggers SOX2-FOXO6-dependent survival pathways.
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Differential induction of apoptosis in HER2 and EGFR addicted cancers following PI3K inhibition.
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Acquired resistance to EGFR tyrosine Rinase inhibitors in cancer cells is mediated by loss of
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