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BrdU and cleaved caspase-3 was quantitated to measure levels of tumor cell proliferation and This work was performed in collaboration with FNL and LLNL.

apoptosis, respectively. _
Statistical analyses: Two-way repeated measures ANOVA followed by post hoc Tukey's multiple . Law-rence leermore
National Laboratory

comparison test through day 14 or 15 were performed for clonogenic assays. One-way ANOVA for PD
and IHC studies and two-way repeated measures ANOVA for efficacy studies were performed with
Dunnett’s test vs the vehicle group or between the indicated groups.
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