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An Integrative View of Obesity
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Common Responses to Nutrient Excess

Adapted from BE Wise, F Kim, MW Schwartz, Science 318:928-929 (2007).



Inflammation, obesity and cancer
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Putative Molecular Pathways in Obesity Related Cancers
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OBESITY-CANCER
SYSTEMS CONSIDERATIONS OF
MECHANISMS AND MEDIATORS

- Initiation - Inflammation, ROS, Mutation

- Promotion - Enabling Conditions - Microenvironment
Mutations

- Progression - Hormones, Cytokines, Adipokines

- Interactions, Metabolic Syndrome
- Receptor Crosstalk
- Pathway Crosstalk
- Cellular Crosstalk
- Therapeutics - Pharmacokinetics and Pharmacodynamics
- Comorbidities - Diabetes, Cardiovascular and
Thromboembolic Diseases



OBESITY-CANCER
SYSTEMS CONSIDERATIONS FOR PREVENTION
AND THERAPEUTICS

- Obesity Prevention and Control
* Tobacco Control of the 215t Century
* Socio-Pharmaco - Behavioral-Neuro Endocrine

- Physical Activity and Exercise
e Lifelong Programs, Motivation, Sustainability

- Obesity Control - Post Diagnosis
 Pharmacologic, Caloric Restriction, Exercise, Bariatric
surgery

- Anti Tumor Therapy Based on Obesity as the Driver
* Antiinflammtory Agents
*Block Hormone, Cytokine, Adiopkine Production
*Receptor Blockade (Single vs. Multiple)
*Inhibit Energy Stimulated - Mitogenic Pathways
- PIBK-AKT-mTOR



