HREGT A 202549 A% 41 %% 98 ] Mod Med Health,September 2025, Vol. 41,No. 9 « 2199 -
INREAEEEERAENERFPNBRILEARER
Ak, K
(BERFHES—ERAZNH, Hd #ME 421001)

(8 E] MeARCPDALERE _XAZBITHAR, LT LREFMELZFEEIR S QA Z2TE B

Fo g T AR By DR TG R, DRI IR A P ARAY 2 R G0 B Sk an e, B i B Tl AR E S R AY & R A AR
APABEFZTEHR., R FERXFFTHELED TRFEAVZTHGE R, B RBIER, ZLRTTDRR
o o B AR R R PD P 89 SR AUR , VAR AR £ 0945 5 B 3 Ae o F AL L VA A A PD 8978 57 FeR AR AR AT 60 B3k,
[X#EiIR] Mehmkm; DRA@E; 5%AER; HRENF; %Kk
DOI:10. 3969/]. issn. 1009-5519. 2025. 09. 038 REESES R74L
XEHS:1009-5519(2025)09-2199-05 X ERARIRAD A

Advances in the study of the pathogenic mechanism of microglial phagocytosis
in parkinson’s disease
DENG Hanling sWU Heng"
(Department of Neurology,The First Affiliated Hospital of Nanhua
University s Hengyang s Hunan 421001,China)
[ Abstract ]

wide, characterized by the degeneration and death of dopaminergic neurons in the substantia nigra of the mid-

. / . . . .
Parkinson' s disease (PD) is the second most common neurodegenerative disorder world-

brain,as well as the formation of Lewy bodies. Microglia, as innate immune cells of the central nervous sys-
tem,play a crucial role in maintaining neural homeostasis through their phagocytic function. However, exces-
sive or abnormal phagocytic activity may lead to neuronal loss and exacerbate disease progression. This article

explored the pathogenic mechanisms of microglial phagocytosis in PD,as well as the associated signaling path-

ways and molecular mechanisms,with a view to providing new ideas for the therapeutic strategy of PD.
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