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Dual anti-idiotypic purification of a novel, native-format biparatopic anti-MET antibody with improved
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HGF/MET Signaling. Cancer Research, 2015, 75, 3373-3383. )

Microenvironment-Derived HGF Overcomes Genetically Determined Sensitivity to Anti-MET Drugs.
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ADAM17-Dependent c-MET-STAT3 Signaling Mediates Resistance to MEK Inhibitors in KRAS Mutant 6.4 90
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Targeted therapy by gene transfer of a monovalent antibody fragment against the Met oncogenic
receptor. Journal of Molecular Medicine, 2014, 92, 65-76.

Four individually druggable MET hotspots mediate HGF-driven tumor progression. Journal of Clinical 8.2 42
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Abstract LB-330: Four individually druggable Met hotspots mediate HGF-driven tumor progression. ,
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Abstract 3726: Inhibition of MET overcomes invasive resistance to Bevacizumab and prolongs survival
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Tivantinib&€”a cytotoxic drug in MET inhibitor's clothes?. Nature Reviews Clinical Oncology, 2013, 10,
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Tivantinib (ARQ197) Displays Cytotoxic Activity That Is Independent of Its Ability to Bind MET. Clinical 7.0 157
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Tivantinib (ARQ197) Displays Cytotoxic Activity That Is Independent of Its Ability to Bind MET4€”Response.
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Abstract BO82: Role of CD44v6 in acquired resistance to anti-angiogenic therapy of triple-negative
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Abstract 631: Monovalency unleashes the full therapeutic potential of the DN-30 anti-Met antibody. ,
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Monovalency Unleashes the Full Therapeutic Potential of the DN-30 Anti-Met Antibody. Journal of 3.4 73
Biological Chemistry, 2010, 285, 36149-36157. ’
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Hypoxia, angiogenesis and cancer therapy: To breathe or not to breathe?. Cell Cycle, 2009, 8, 3291-3296.

Expression and Functional Regulation of Myoglobin in Epithelial Cancers. American Journal of 2.8 74
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Prevention of hypoxia by myoglobin expression in human tumor cells promotes differentiation and
inhibits metastasis. Journal of Clinical Investigation, 2009, 119, 865-875.
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Journal of Clinical Investigation, 2004, 114, 1418-1432.

HyFoxia promotes invasive growth by transcriptional activation of the met protooncogene. Cancer 16.8 1.244
Cell, 2003, 3, 347-361. ) ’
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Mutant Met-mediated transformation is ligand-dependent and can be inhibited by HGF antagonists.
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Induction of epithelial tubules by growth factor HGF depends on the STAT pathway. Nature, 1998, 391, 9
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Uncoupling signal transducers from oncogenic MET mutants abrogates cell transformation and
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Tagl RFLP of the human tropomyosin gene (TPM3) involved in the generation of the TRK oncogene.
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