Preliminary results from an open-label, phase 2 study of tipifarnib in chronic
myelomonocytic leukemia (CMML)
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Manageable safety profile as single agent
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therapy (<25% treatment discontinuation). Toxicities were consistent with the known CBL

safety profile of tipifarnib. EZH2

METHODS Grade 2 3 drug-related TEAEs occurring in = me
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Working Group criteria, 2006). In poor-risk TET2

Both KRAS hot spots and exon 4 mutations appeared equally deleterious.

Loss of the KRAS mutant clones (1%, 2%) was observed in one pt who
remained 4 cycles on study.

No significant effect observed with NRAS; however, NRAS clone expansion
was observed in 2 pts.

A trend for better prognosis was observed in pts with inactivating CBL

mutations.
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