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Figure 2: RXC004 anti-proliferation potency in genetically-defined pancreatic and CRC cell lines. . )
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Figure 3: Effects of RXC004 treatment on the cell cycle 2. 2.03% - 0.28% SNU-1411 (1x107 cells; NOC-SCID mice) were implanted subcutaneously and treatment with RXC004 (5mg/kg QD) was initiated when tumours
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