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Expression cut-points for the chemo-response biomarkers identified in our
survey of published clinical research can be proposed based on this analysis
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is indicated. Evidence for cancer type(s) other than ovarian was used to support the indicated biomarkers when

and IntenSIty of Stalnlng (O’ 1+’ 2+’ 3+) no or limited clinical evidence for ovarian cancer exists. Squares, markers used in IHC analyses.



