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Infiltrating immune cells in brain in Parkinson's disease and implications for drug
development
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Abstract: Recent studies have demonstrated that immune cells play significant roles in the pathogenesis of Parkinson's disease (PD).
In neurodegenerative disorders such as PD, damage to the central nervous system leads to increased permeability of the blood-brain
barrier, enabling various peripheral adaptive and innate immune cells to infiltrate the central nervous system. These infiltrating immune
cells may promote neuroinflammatory responses and neuronal damage, while also potentially exhibiting neuroprotective effects. This
review summarizes the roles of centrally infiltrating immune cells - including neutrophils, monocytes/macrophages, dendritic cells,
natural killer (NK) cells, mast cells, T lymphocytes (CD4* T cells, CD8" T cells), and B lymphocytes - in the progression of PD. It
analyzes how these cells influence neuroinflammatory responses and neuronal survival through complex immunomodulatory
mechanisms, aiming to provide references and directions for developing novel therapeutic strategies and pharmacological
interventions.
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