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Abstract Results
KRAS mutation is a negative predictor of response to anti-EGFR therapy in metastatic colorectal
cancer (CRC). While KRAS mutation is almost always linked to a lack of response, patients with wild Figure 1. Differential Expression Analysis of Metastatic Colorectal Figure 2. Gene Expression Clusters in Metastatic Colorectal Cancer Organized by Cetuximab Response. Figure 3. Carcinoma-like Cluster Associations. Figure 4. Ras Activation Cluster.
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type KRAS exhibit a variable (EEPEEE, DTOVIdIﬂg 2y opportunlty for further stratification. Here' e Unsupervised hierarchical clustering of the 10,000 most variable features identified 12 gene clusters correlated at R>0.5 with at least 10 features. Twenty representative Oncomine Concepts Analysis was performed on the carcinoma-like cluster gene set to identify significant biological and clinical associations. Selected associations are Oncomine Concepts Analysis was performed on the carcinoma-like cluster gene set to
analyzed global gene expression profiling data from a cetuximab trial to identify biology-driven (A) Disease control vs. progressive disease analysis. Tumor gene expression data features are depicted per cluster. Functional annotations were ascribed to each cluster using Oncomine Concepts Analysis, which performs association analysis across presented. Each heat map includes twenty genes from the carcinoma-like cluster rank-ordered by the associated analysis. identify significant biological and clinical associations. Selected associations are
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