Microarray analysis of vascular endothelial growth factor (VEGF)-dependent angiogenic
biomarkers in squamous cell carcinoma (SCCA) and adenocarcinoma (AC) of the cervix
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performed to test where proportions of positive results were different by subgroup primarily by arachidonic metabolism Figure 4. mRNA expression in VEGFA + vs. VEGFA — patients.

(p<0.05). IMPv10.0 (SAS Institute Inc., Cary, NC) was utilized for statistical analysis. Ad-
hoc analysis of predictive biomarkers by immunohistochemistry (Caris Life Sciences) was
performed for additional insight into potential bevacizumab combination strategies.
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MAPK and PI3K/PTEN pathways. mRNA expression patterns of oncogenes and biomarkers involved in angiogenesis were assessed for differences between VEGFA+ and VEGFA- cervical cancer
patients. VEGF+ status was statistically correlated with overexpression of cMET (75% vs. 52%; p=0.0042) and PDGFC (16% vs. 1%; p=0.001). ERBB2 and PTSGS2 (COX2) overexpression correlation Contact email: rfeldman@carisls.com
with VEGFA+ status was trending towards statistical significance as well.
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