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Rivoceranib as a Highly Selective VEGFR-2 Inhibitor
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Rivoceranib Retains Greater Overall Activity of Non-targeted Kinases Figure 5: Comparison of Selectivity of All 10 FDA-Approved Inhibitors

BACKG ROUND RESU LTS Compared with Reference Inhibitors Included in this Study
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Table 1: Small Molecule “ inhibition mediated by the reference inhibitors (Figure 2A).
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