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A precision medicine platform to predict the clinical response to chemo- and immunotherapy for epithelial ovarian cancer
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Figure 2. Analysis of the expression of genes related to poor response to either chemotherapy (CCNET, o T T T * Many samples showed high PD-L1 protein expression. Several samples
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P ASC027  HGSOC  nomutation carboplatin + paclitaxel 1621 15 120 L from ascites is determined. Results are related to gene mutations, immune
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patient treatment S ASC031 HGSOC no mutation  carboplatin + paclitaxel 351 14 75 Figure 3. Analysis of tumor cell markers (CA 125, EpCAM) and PD-L1 on primary patient-derived cells
ASC 035 serous no mutation  carboplatin + paclitaxel 39 34 65 by flow cytometry. Grey-shaded peaks represent the staining with isotype control antibodies. The References: [1] Helstrom et al. (2003) Cancer Res. 63, 3695-3700; [2] Kanska et al. (2016) Gynecol. Oncol. 143, 152-158;
clinical outcome ASC 041 HGSOC carboplatin + paclitaxel 3900 9 65 adenocarcinoma ovarian cancer cell line SK-OV-3 was analyzed for reference. [3] Okamoto et al. (2005) Clin. Cancer Res. 11, 6030-6039; [4] Uitdehaag et al. (2019) Mol. Cancer Ther. 18, 470-481.
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