Poster First-in-human study of BLU-554, a potent, highly selective FGFR4 inhibitor designed for hepatocellular carcinoma (HCC) with FGFR4 pathway activation
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* All data are preliminary and based on a cut-off of November 7, 2016 *CN=4, low level copy number gain; TACE, transarterial chemoembolization ALP, alkaline phosphatase; ALT, alanine aminotransferase; AST, aspartate aminotransferase courtesy of Cell Signalling Technology inc. wwiw.cellsignal.com
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