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Advance on pharmacological mechanism of metformin against bladder cancer
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Abstract: Currently, metformin has become a first-line oral hypoglycemic agent for the treatment of type 2 diabetes mellitus. The
latest research shows that metformin can not only play a role in regulating blood glucose level by improving insulin resistance and
inhibiting liver gluconeogenesis, but also significantly reduce the incidence, recurrence and mortality of many types of cancer, such
as ovarian cancer, liver cancer, and lung cancer in diabetic patients. This paper summarizes that metformin can produce anti-bladder
cancer effects by activating AMPK signaling pathway, inducing cell cycle arrest and apoptosis, inhibiting angiogenesis, inhibiting
the proliferation of bladder cancer stem cells, and enhancing the efficacy of chemotherapy drugs on bladder cancer cells and
provides the possibility of metformin as a new drugs for the treatment of bladder cancer.
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