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ABSTRACT

dependent to pharmacological EGLN inhibition IN ARID1A/PIK3CA-mutant ovarian cancer
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) ) ) _ non-targeting sgRNA (sgCTRL). (A) The engineered cell lines were cultured for 10 days in the
Figure 4. EGLN1-dependent cell lines accumulate high levels of HIF1a protein when the

. . . . . . . . . . presence of the pan-EGLN inhibitor, FG-4592, at the indicated concentrations. Confluence data Forbes, SA et al. COSMIC: somatic cancer genetics at high-resolution. Nucleic Acids Research 45, D777-D783
Figure 2.. ARID1A mutation is one o.f.the most frequent genetic alterations in ovarian clear EGL.N/VHL regulat(?ry axis is inhibited. (A) RNAseq data quantifying HIF1A tran_scrlpt levels in were acquired with an IncuCyte S3 system, and plotted relative to the DMSO control for each cell (2017).
cell carcinoma. Tumor sample-specific data was analyzed from the COSMIC database ovarian cancer cell lines. (B) Immunoblot of ARID1A-WT and ARID1A-mutant ovarian cancer cell line. Data are represented as mean + SEM of two replicates. Statistical data reflects t-test
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(DMSQO). A VHL-null RCC isogenic cell line pair (RCC4) is included for comparison.




