
Fig 19 Representation of some hypothesised pathways, factors and mechanisms leading 
to obesity-related cancers following epidemiologic transition 
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TNFa = Tumour necrosis factor-a 
CRP = C-reactive protein  
IGF-1 = Insulin-like growth factor-1  
SHBG = Sex-hormone binding globulin 
 NHL = Non-Hodgkin Lymphoma  
 MM = Multiple myeloma        
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