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The repurposed anthelmintic mebendazole in combination with trametinib suppresses refractory 18 43
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ROCK inhibitor reduces Myc-induced apoptosis and mediates immortalization of human Reratinocytes.
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Abstract 2501: Combination therapy with mebendazole, trametinib and metformin eliminates
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Abstract 3860: The repurposed anthelmintic mebendazole in combination with trametinib suppresses
refractory NRASQ61K melanoma. , 2016, , .

Id3 induces an EIka€d 3€“caspasea€8a€dependent apoptotic pathway in squamous carcinoma cells. Cancer 0.8 12
Medicine, 2015, 4, 914-924. ’

Inorganic polyphosphates are important for cell survival and motility of human skin keratinocytes.

Experimental Dermatology, 2015, 24, 636-639.

Inhibitor of differentiationa€4 (1d4) stimulates pigmentation in melanoma leading to histiocyte

infiltration. Experimental Dermatology, 2015, 24, 101-107. 29 o
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Abstract 4224: CD133 knockdown sensitizes melanoma to kinase inhibitors. , 2015, , .
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Reratinocytes. , 2015, , .

1d2, 1d3 and Id4 overcome a Smad7-mediated block in tumorigenesis, generating TGF-A-independent
melanoma. Carcinogenesis, 2014, 35, 951-958.

Abstract 3891: CD133 is associated with resistance of melanoma to multikinase inhibition. , 2014, , . 1

Abstract 825: 1d3: Tumor suppressor of squamous cell carcinoma.. , 2013, , .
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Peripheral-type benzodiazepine receptor overexpression and knockdown in human breast cancer cells
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