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[ Abstract

including liver, pancreatic, colorectal, breast and bladder cancer. Its pathophysiological mechanisms may be

Studies have founded that diabetes is associated with the developing risk of malignancies

involved in hyperglycemia, hyperinsulinemia, insulin resistance, changes in the insulin growth factor—1 path-
way, oxidative stress, enhanced inflammatory processes, and steroid hormone disorders. This article reviewed

the correlation between diabetes and the development of malignant tumors. Also the possible mechanisms of
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malignant tumor progression caused by diabetes were analysised in this review.
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