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Research advances of microbiota-gut-brain axis in neurological diseases”
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[ Abstract ] In the past ten years, the physiological and pathological research on the microbe-gut-brain
axis (MGBA) in regulating the development and function of the nervous system has been rapidly launched.
Gut microbiota dysbiosis might promote the occurrence and development of neurological diseases through the
enteric nervous system,microbial metabolites such as short-chain fatty acids,neuroinflammation and immune-
mediated "defective barrier". This paper reviews the potential pathogenesis of MGBA in Alzheimer's disease

(AD) ,Parkinson’s disease (PD) and traumatic brain injury (TBID) to provide the new ideas for clinical inter-

vention and treatment of neurological diseases. Future studies will focus on the transition from animal models

to clinical trials and clarify the deep mechanism of MGBA specific influence on neurological diseases.
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