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Advances in the mechanism of peripheralneurotoxicity caused by platinum”
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[Abstract] Chemotherapy-induced peripheral neuropathy (CIPN) is one of the common dose-limited se-
rious side effects of chemotherapy,among which platinum drugs are the main representative drugs leading to
CIPN. However,at present,its pathogenesis is not clear,and there are no effective preventive and therapeutic
drugs in clinical practice. Current relevant studies show that CIPN is mainly caused by damage to the dorsal
root ganglion, which may be related to oxidative stress,inflammatory stimulation, mitochondrial dysfunction,
ion channel changes and axonal transport in neuronal cells. Various possible mechanisms can exist at the same
time and interact with each other. A integrated intervention for different pathological mechanisms of CIPN
seems to be a more reasonable method. The possible mechanisms of CIPN caused by platinum and their rela-
tionship in recent years are summarized.

[Key words ] chemotherapy-induced peripheral neuropathy; platinum; oxidative stress; mitochondrial
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