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Research progress on mechanism of peripheral neuropathy induced by chemotherapy
drugs
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Abstrast: Neuropathy is a common side effects of chemotherapy drugs, and it produce a great impact on the quality of life of cancer
patients. Clinically, chemotherapy-induced peripheral neuropathy presents as deficits in sensory, motor, and autonomic function which
develop in a glove and stocking distribution due to preferential effects on longer axons. The pathophysiological processes are
multi-factorial and involve oxidative stress and apoptosis, axonal degeneration, increase of nerve excitability, immune activation, and
inflammatory reaction. In this papaer, several common chemotherapy drugs, such as taxanes, platinum, and vinca alkaloids are mainly
introduced. They cause cell death and tumor disintegration by interfering with the cell cycle, but also lead to severe acute and chronic
peripheral neuropathy.
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