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e c-MET is a receptor tyrosine kinase implicated in tumor cell proliferation, migration, invasiveness, e 32 patients with breast, ovarian, and uterine cancer were enrolled as of April 22, 2011, and were treated at * The most frequently reported adverse events occurring in > 10% of patients are shown in Table 4 Figure 2. Antitumor activity and tumor marker status in patients with (A) breast, (B) ovarian, or (B) uterine cancer treated e (T scans of a patient with ER*/PR/HER2- breast cancer (Figure 4)
and angiogenesis and is dysregulated in a broad spectrum of human cancers'* the RP2D (Table 1) with tivantinib plus gemcitabine. Abbreviations: CR, complete response; PD, progressive disease; PR, partial response.
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» Taken with meals. (B) Scans after 2 treatment cycles with tivantinib plus gemcitabine. This study was sponsored by Daiichi Sankyo, Inc. and ArQule, Inc.

¢ 1 cycle = 28 days.

at 8-week intervals
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