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HER3 activation contributes toward the emergence of ALK inhibitor-tolerant cells in ALK-rearranged
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GSK3 inhibition circumvents and overcomes acquired lorlatinib resistance in ALK-rearranged

non-small-cell lung cancer. Npj Precision Oncology, 2022, 6, 16. 5.4 5
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2633-2645.

Acquired resistance to BRAF inhibitors is mediated by BRAF splicing variants in BRAF V60OE
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A case of hyperprogressive disease following atezolizumab therapy for pulmonary pleomorphic
carcinoma with epidermal growth factor receptor mutation. Respiratory Medicine Case Reports, 2021,
33, 101405.

Gilteritinib overcomes lorlatinib resistance in ALK-rearranged cancer. Nature Communications, 2021,
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Novel knock&€in mouse model for the evaluation of the therapeutic efficacy and toxicity of human
podoplanind€“targeting agents. Cancer Science, 2021, 112, 2299-2313.

Microsecond-timescale MD simulation of EGFR minor mutation predicts the structural flexibility of

EGFR kinase core that reflects EGFR inhibitor sensitivity. Npj Precision Oncology, 2021, 5, 32. 5.4 1

Monitoring epidermal growth factor receptor C797S mutation in Japanese nond€“small cell lung cancer
patients with serial celld€free DNA evaluation using digital droplet PCR. Cancer Science, 2021, 112,
2371-2380.

Platelet-derived lysophosphatidic acid mediated LPAR1 activation as a therapeutic target for
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Efficacy of EGFR tyrosine Rinase inhibitors in patients having EGFR-activating mutations with or
without BIM polymorphisms. Cancer Chemotherapy and Pharmacology, 2020, 86, 517-525.

U.S. Phase | First-in-human Study of Taletrectinib (DS-6051b/AB-106), a ROS1/TRK Inhibitor, in Patients 70 63
with Advanced Solid Tumors. Clinical Cancer Research, 2020, 26, 4785-4794. )

Improvement in predicting drug sensitivity changes associated with protein mutations using a
molecular dynamics based alchemical mutation method. Scientific Reports, 2020, 10, 2161.

Drug resistance mechanisms in JaEanese anaplastic lymphoma Rinased€positive nona€“small cell lung

cancer and the clinical responses based on the resistant mechanisms. Cancer Science, 2020, 111, 932-939. 3.9 39

Osimertinib Overcomes Alectinib Resistance Caused by Amphiregulin in a Leptomeningeal
Carcinomatosis Model of ALK-Rearranged LungACancer. Journal of Thoracic Oncology, 2020, 15, 752-765.

Overcoming resistance by ALK compound mutation (11171S + G1269A) after sequential treatment of

multiple ALK inhibitors in nond€small cell lung cancer. Thoracic Cancer, 2020, 11, 581-587. 1.9 26

The new-generation selective ROS1/NTRK inhibitor DS-6051b overcomes crizotinib resistant

ROS1-G2032R mutation in preclinical models. Nature Communications, 2019, 10, 3604.

Prediction of ALK mutations mediating ALK-TKIs resistance and drug re-purposing to overcome the 61 93
resistance. EBioMedicine, 2019, 41, 105-119. :
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Secreted PD-L1 variants mediate resistance to PD-L1 blockade therapy in nond€“small cell lung cancer.
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Epithelial-to-Mesenchymal Transition Is a Mechanism of ALK Inhibitor Resistance in Lung Cancer 0.9 79
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High ratio of T790M to EGFR activating mutations correlate with the osimertinib response in
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Targeting the Golgi apparatus to overcome acquired resistance of non-small cell lung cancer cells to 18 25
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3D culture system containing gellan gum restores oncogene dependence in ROS1 rearrangements
non-small cell lung cancer. Biochemical and Biophysical Research Communications, 2018, 501, 527-533.

Identification of Mutation Accumulation as Resistance Mechanism Emerging in First-Line Osimertinib
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Recurrent 8q24 rearrangement in blastic plasmacytoid dendritic cell neoplasm: association with
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A safety study of newly generated anti-podoplanin-neutralizing antibody in cynomolgus monkey L8 ;
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Brigatinib combined with anti-EGFR antibody overcomes osimertinib resistance in EGFR-mutated
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Mechanisms of Resistance to NTRK Inhibitors and Therapeutic Strategies in NTRK1-Rearranged Cancers. a1 82
Molecular Cancer Therapeutics, 2017, 16, 2130-2143. :
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RB loss in resistant EGFR mutant lung adenocarcinomas that transform to small-cell lung cancer.
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Impairment of the ubiquitin-proteasome system by cellular FLIP. Genes To Cells, 2007, 12,

070606122915005-2??. 1.2 21

Cell differentiation inducers derived from thalidomide. Bioorganic and Medicinal Chemistry Letters,
2005, 15, 3212-3215.

Cellular FLIP Inhibits 12-Catenin Ubiquitylation and Enhances Wnt Signaling. Molecular and Cellular

Biology, 2004, 24, 8418-8427. 2.3 47

Apollon ubiquitinates SMAC and caspase-9, and has an essential cytoprotection function. Nature Cell

Biology, 2004, 6, 849-860.

ComplexN-glycosylated form of nicastrin is stabilized and selectively bound to presenilin fragments.

FEBS Letters, 2002, 520, 117-121. 2.8 59



