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PARP, poly-ADP ribose polymerase; PD, pharmacodynamic; pEISK, phosphorylated extracellular-signal-regulated kinase; PK, pharmacokinetics; PO, by mouth; pRSK, phosphorylated 90 kilodalton ribosomal S6 kinase; QD, once daily; RAF, rapidly accelerated fibrosarcoma; RAS, rat sarcoma; RTK, receptor tyrosinea[zf)nase; SEM, standard error of the mean; STE, sterile; comprises homologs of yeast Sterile 7, 11, and 20 kinases; TGI, tumor growth inhibition;
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