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Introduction

Regulators of apoptotic cell death are high-interest targets for cancer therapy,
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Biopsy mm Figure 4. Specificity of capture and detector antibodies demonstrated by IP and subsequent (2000); the Guide for the Care and Use of Laboratory Animals (1996); and the U.S. Government
cancer xenografts treated 2 Hours - WB (Panels 1-3). Cell or tissue lysates were immunoprecipitated using capture antibodies. IP Precision (intra- and inter-assay) was determined by measuring 3 control samples (high, medium, and low) in Training (1985), All Frederiok National Laboratory animal faciities and the animal program are
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1. Vehicle 24 Fours 24 Hours only demonstrate the specificity of the antibody pairs but also identify the isoforms measured by Linearity was determined by diluting a sample over 3 dilutions steps (1:2, 1:4, and 1:8) with assay buffer. Spike
collected after dose 1 (day 1) 2. NSC#756502 (TL32711) Dases : these assays. Two markers from Panel 3, pBAD and cleaved Caspase-3, are shown in Panel 2. recovery was performed by spiking different amounts of calibrator protein into lysate samples. Recoveries were
and dose 3 (day 7). §§ & e aaDa (7] The intensity of WB bands correlated with concentrations (details not shown) of the respective calculated as percent of non-spiked or non-diluted lysate samples; average of 4 spike levels is presented. Lamin-B
¢) 1.2 mg/kg Q3Dx3 (IP) marker determined by multiplex panel in the same cell lysates, shown as samples 1 and 2. consistently showed ~50% spike recovery, suggesting alternate strategies must be used to confirm accuracy.
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