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Abstract: Neurodegenerative diseases (NDDs) are a class of diseases characterized by progressive loss of neurons in the central
nervous system (CNS) or peripheral nervous system (PNS). The core pathological mechanism involves the gradual collapse of neural
network structure and function, along with the irreversible loss of neurons. Alzheimer's disease (AD) is one of the most common types

of chronic NDDs. Its pathological mechanism is complex, involving multiple factors, including AB accumulation, abnormal
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phosphorylation of Tau protein, neuroinflammation, oxidative stress, and synaptic dysfunction. Neuroinflammation is a key feature in

AD and serves a protective function in the early stages. However, as the disease progresses, chronic inflammation releases a large

number of pro-inflammatory factors and reactive oxygen species (ROS), aggravating neuronal damage and cognitive decline. Citri

Reticulatae Pericarpium (CRP) and its active components, such as hesperidin, nobiletin, and tangeretin, exhibit multi-target and multi-

channel anti-inflammatory effects through modulation of NF-kB, MAPK, PI3K/Akt, and other inflammation-related pathways. This

provides a new theoretical basis and potential strategy for the prevention and treatment of AD. This paper reviews the pathobiology

and neuroinflammatory mechanisms of AD and discusses the potential application of CRP's active components in its prevention and

treatment. These insights provide an important reference for the development of CRP-based drugs or medicinal and edible products.
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Table 1 Related factors and mechanism of action involved in neuroinflammatory mechanism
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Table 2 Main pathways and related factors involved in mechanism of neuroinflammation
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