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The Role of Gut Microbiota in Neurological Disorders:
Understanding Pathogenesis via the Gut-Brain Axis.
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DMYV; dorsal motor nucleus of the vagus, NTS; nucleus tractus solitarius, AP; area
postrema, DRG; dorsal root ganglion, ENS; enteric nervous system
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Tn; naive T cell, Th17; T helper 17 cell, SCFA; short chain fatty acid, IL-17: interleukin-17
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