A meta-metastasis analysis identifies pan-cancer markers and therapeutic targets
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of the moderated t-statistic to assess gene expression reversal to identify novel drug candidates that reverse metastasis-associated gene expression.

Chembl410456 simultaneously modulates both the Wnt (via CK1) and the TGFB signaling pathways. These

two pathways have been previously reported to interact as part of the epithelial-mesenchymal transition TWIST1 is upregulated in primary tumors with lymph node ir?volvement in 6 cancers and is directly
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of transcription factors including FOXC2, also linked to EMT (10). Noteworthy, one inconsistent observation is invadopodia and disruption of focal adhesions, thereby promoting cellular invasiveness and metastasis (16).
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and drives identification of novel therapeutic candidates
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