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RESULTS

BACKGROUND Gemcitabine increases expression of PAF1/PD2 and RESULTS
CSC Markers Impact of PAF1/PD2 on Human Pancreatic tumor samples
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Gemcitabine caused a significant increase in the expression of CSC markers (PAF1, ABCB1, CXCR4, CD133, ALDH1, and ZO-1). D) Confocal between the altered group (samples with at least one alteration in PAF1 in PC patients) and unaltered group (samples without any alterations in PAF1 in
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HYPOTHESIS Loss of PAF1/PD2 influences maintenance of PC cells and CONCLUSION
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Confocal microscopy analysis of a PAF1/PD2 knockdown population which shows a lower expression of MDR1 and B-catenin compared
to the control population in the MIAPaCa2 PC cell line.
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