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Supplementary figure 7. Dependency of PDAC cells on energy production pathways.
OCR of non-cancerous (HPDE) and wild type PDAC cells (HPAF and BXPC3) (A-D) and their

ECAR (E-G). Data were normalized to relative cell numbers. Data represents mean + SEM, (n=3).

Statistical analysis by unpaired Student’s t-test and one-way ANOVA. Mitochondrial ROS levels

in TOMM22 silenced cells (H), TOMM22 overexpressing cells (I) and their control cells. Data

represent mean + SEM, (n=3). Statistical analysis by unpaired Student’s t-test.



