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Figure 3. The effect of long-term exposure of EA.hy926 cells to 1 nM, Figure 4. The effect of long-term exposure of EA.hy926 cells to 1 nM,
10 nM, and 100 nM PFOA on cell proliferation assessed by Luna Il 10 nM, and 100 nM PFOA on endothelial permeability assessed by
PFOA (nM) automated cell counter. Results were expressed relative to the the Transwell® assay with fluorescently labeled dextran. Results were
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Figure 5. The effect of long-term exposure of EA.hy926 cells to 1 nM, 10 nM, and 100 nM PFOA on apoptosis and necrosis assessed by the

annexin V-FITC and propidium iodide fluorescence on a flow cytometer. (A) Results were expressed as the percentage of live, apoptotic, and

» No significant effect on metabolic activity and cell viability at any necrotic cells. (B) Representative dot-plots from flow cytometry.
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In summary — the data support the hypothesis that exposure to | | o |
i i i Figure 6. The effect of long-term exposure of EA.hy926 cells to 1 nM, 10 nM, and 100 nM PFOA on monocyte adhesion assessed by the binding of calcein AM-labeled
PFOA may contribute to endothelial dySfunCtlon. U937 human monocytic cells. (A) Results were expressed relative to the vehicle-treated control (0 nM PFOA; 100%). (B) Representative fluorescent photomicrographs.
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