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Abstract: About 3/4 of patients with nasopharyngeal cancer are diagnosed at an intermediate to advanced stage. Radiation and
chemotherapy are the main therapies for NPC. However, the treatment efficacy is not always ideal. The molecular mechanism of
NPC remains unclear. Regulated death comprises a variety of active and orderly modes of cell death, and is vital in the balance of
life activities. Recent studies have associated regulatory death with NPC. Various modalities of programmed cell death, such as
cuproposis, ferroptosis, pyroptosis, autophagy, necroptosis, and apoptosis, play important roles in different NPC stages. This
article provides an overview of the molecular mechanisms of cupropopsis, ferroptosis, pyroptosis, autophagy, necroptosis, and
apoptosis in cells and their roles in NPC development. The information could provide a new perspective for studies exploring the
pathogenesis and potential therapeutic targets of NPC.
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