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Integration of RNAi and Small Molecule Screens to Identify Targets for Drug Development. Methods in
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High Proliferation Rate and a Compromised Spindle Assembly Checkpoint Confers Sensitivity to the
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Aurora B prevents premature removal of spindle assembly checkpoint proteins from the Rinetochore:
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Characterisation of CCT271850, a selective, oral and potent MPS1 inhibitor, used to directly measure in
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Targeting TAO Kinases Using a New Inhibitor Compound Delays Mitosis and Induces Mitotic Cell Death
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Aurora Kinase Inhibition: A New Light in the Sky?. Journal of Medicinal Chemistry, 2015, 58, 5186-5188. 6.4 9

7-(Pyrazol-4-yl)-3H-imidazo[4,5-b] pyridine-based derivatives for kinase inhibition: Co-crystallisation
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Bioorganic and Medicinal Chemistry Letters, 2015, 25, 4203-4209.
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Optimization of Imidazo[4,5-<i>b</[i>]pyridine-Based Kinase Inhibitors: Identification of a Dual
FLT3/Aurora Kinase Inhibitor as an Orally Bioavailable Preclinical Development Candidate for the 6.4 61
Treatment of Acute Myeloid Leukemia. Journal of Medicinal Chemistry, 2012, 55, 8721-8734.

Sensitization of (colon) cancer cells to death receptor related therapies. Cancer Biology and Therapy,
2012, 13, 458-466.
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