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Insulin, Fat and Cancer Pharmacological Aspects 

Chang-Chen Tang1,4, Tsang-Shan Chen2, Wei-Sin Hsu3, and Shih-Yuan Hsu4

Cancer is a degenerative disease that develops over a long period of time and different stages.

Epidemiological studies revealed that there was correlation among insulin, fat and cancer. Through the secretion

of growth factors, sex hormones and adipocytokines, insulin and fat showed a significant effect on the physio-

logical and metabolic function, thereby increase the risk of carcinogenesis. Adipose tissue not only serves as

storage of excess energy, but also secretes adipocytokines (e.g., leptin, adiponectin, resistine, TNF- and PAI-1)

into circulating blood. These adipocytokines not only have physiological function in metabolism, insulin sensi-

tivity, blood pressure, immunity, angiogenesis and haemostasis, but also play an important role in the etiology of

cancer. Insulin-like growth factor-1 (IGF-1) showed powerful mitogenic effects, and thus may increase risk of can-

cer. Recently, studies have shown that the use of insulin-secretors (i.e., sulfonylureas) and exogenous insulin

may increase risk of cancer in type 2 diabetic patients, while insulin-sensitizers (i.e., thiazolidinediones) and met-

formin may reduce risk of cancer although more evidences are needed. A better understanding of diverse range

of physiological and metabolic processes and the relationship among insulin, fat and malignancy may be helpful

in elucidating more preventive avenues to manage cancer.  ( J Intern Med Taiwan 2006; 17: 169-176 )

1Pharmacy, 2Neurology, 3Endocrinology, Sin- Lau Hospital, Tainan city, Taiwan
4Division of Pharmacology, National Tainan Institute of Nursing, Tainan city, Taiwan


