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Progress on the roles of microglial neuroinflammation in parkinson’s disease
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Abstract ; Parkinson’ s disease ( PD),an age-associated neurodegenerative disease,is characterized by
the selective loss of dopaminergic (DA) neurons and the formation of Lewy body including a-synucleinag-
gregates. However, the molecular mechanism of the pathology of PD remains elusive. Studies have demonstra-
ted that the neuroinflammationisinvolved in the progress of PD. More and more evidence showed that neu-
roinflammation regulated by microglia played an important role in the neurodegeneration of DA neurons. In
this paper,we will review the recent research about the roles of microglial neuroinflammation in PD microgli-

al neuroinflammation in the pathological processes of PD,which not only highlighting some new insights a-

bout the molecular mechanisms of PD but also providing the potential targets for the treatment of PD.
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