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[Abstract] Alzheimer's disease (AD) is a neurodegenerative disease characterized by the
deposition of amyloid- B protein forming senile plaques, excessive phosphorylation of tau protein
forming neurofibrillary tangles, and progressive loss of neurons. The increasing number of patients
places a substantial burden on both patients and society. Abnormal activation of programmed cell
death (PCD) is the core pathological mechanism of neuronal loss in AD, and as an important
regulators of gene expression, long noncoding RNAs (IncRNAs) can regulate various forms of PCD,
including apoptosis, autophagy, pyroptosis, ferroptosis, and necroptosis, through multiple
molecular mechanisms, playing an important role in the occurrence and development of AD. This

paper systematically reviews the pathological mechanisms of different types of PCD in AD. It
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summarizes the molecular mechanisms by which IncRNAs intervene in PCD through the competing

endogenous RNA (ceRNA) network in AD, aiming to provide novel insights into therapeutic targets for AD.

[Keywords] Alzheimer's disease; Long noncoding RNA; Programmed cell death; Apoptosis;

Ferroptosis; Necroptosis
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Figure 1. PCD and its crosstalk mechanism
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