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ABSTRACT: Worldwide, obesity, diabetes and cancer incidence is increasing continually, and have become the global serious pub-
lic health issues that greatly harm people's health and lower the life quality. Recent studies have found that obesity / diabetes is closely re-
lated to tumor, but its molecular mechanism is not very clear. It has been found that the possible molecular mechanisms, such as the ac-
tion of insulin resistance, abnormal glucose metabolism, chronic inflammatory reaction, immune system disorders, overexpressed obesity
related genes (such as FTO and NYGGF4), oncogene and anti abnormal expression of cancer genes (such as N-myc, p53), white fat tissue
endocrine function. To clarify the relationship and the molecular mechanisms between obesity/diabetes and tumor, it is important for indi-
viduals and the whole society.
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