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Inflammatory/immune in vitro model of Parkinson’s disease
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Abstract: Objective To investigate the inflammatory mechanisms of Parkinson's disease by observing the morphological and

functional changes of activated microglia. Methods The methods of culturing, selecting and verifying the primary microglial

cells were decided. Microglia were activated with LPS and then immunocytochemistry, MTT and ELISA were applied to the

observation of the morphological characters, quantity and functional change of microglia. Results After treatment with LPS,

it was observed that microglia had an obvious morphological change. The level of NO and superoxide enhanced. Cytokines

such as TNF-a released from microglia increased greatly. But their quantity kept stable. Conclusion Activated microglia can

produce many cytotoxic factors such as NO,

neurodegeneration.
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