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Role of PGE, in colorectal cancer cell growth
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Role of PGE, in colorectal cancer cell growth
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Role of PGE, In colorectal cancer cell growth
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Nonlinear effect of PGE, in CRC cell proliferation
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PGE, does not affect colorectal cancer cell survival

No major effect of PGE2 on apoptosis in serum-deprived cells
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What is the mechanism underlying the hormetic dose-
dependency in PGE2 driven CRC proliferation
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Downstream mediators of PGE, signaling in
colorectal cancer cells

Dose-dependent, non-linear effect of PGE2 on cAMP production
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Intracellular cAMP-levels

Intracellular cAMP-levels
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Nonlinear effect of PGE, on cAMP accumulation
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Role of PGE, in colorectal cancer cell growth
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Role of PGE, in colorectal cancer cell growth
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Role of PGE, in colorectal cancer cell growth

Inverse relation of PGE 2 effects on cAMP-levels and cell
proliferation
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[ 3H]-Thymidine-incorporation

Role of PGE, in colorectal cancer cell growth
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Low PGE, doses promote CRC cell proliferation
via a downregulation of cAMP levels
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Biphasic stress response
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4 major core research areas
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4 core research areas

Metabolic stress Inflammatory stress Osmotic stress Genotoxic stress
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/‘\i Adaptive response of C. elegans to calorie restriction

Calorie restriction (CR) extends Calorie restriction promotes
lifespan ROS production
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/A\ Adaptive response of C. elegans to calorie restriction

Suppression of the CR effect Mitochondrial hormesis
by the ROS scavenger NAC (Mitohormesis)
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/x Mitohormesis: adaptation to metabolic stress
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4 core research areas

Metabolic stress Inflammatory stress Osmotic stress Genotoxic stress
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Dose-dependent role of mTOR as a sensitizer to
genotoxic stress
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Dose-dependent role of mTOR as a sensitizer to
genotoxic stress
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Dose-dependent role of mMTOR as a sensitizer to
genotoxic (and metabolic) stress
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