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Research progress of inflammation-related signaling pathways in Parkinson’s disease
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Abstract: Parkinson’s disease (PD) is a common neurodegenerative disease. Its pathological manifestations are mainly the progressive
loss of dopamine neurons in the substantia nigra, the decrease of dopamine (DA) content in the striatum and the accumulation of «
-synuclein. Its clinical manifestations are static tremor, muscle rigidity, bradykinesia, and abnormal posture. Although the etiology of PD is
not yet clear, there is a large amount of evidence from human samples and animal models that inflammation is involved in its pathogenesis or
progression, suggesting that inflammation may be one of the important mechanisms for the occurrence and development of PD. This article re-
views the inflammation-related signaling pathways in Parkinson’s disease, in order to provide reference for the development of new anti-
inflammatory drugs for the treatment of PD.
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