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The role and mechanism of intestinal flora in the pathogenesis of
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Abstract; Parkinson's disease (PD) is a degenerative disease of the central nervous system, and the dtidogy is not fully
understood. Compared with the normal intestinal flora, the intestinal flora of PD patients changed significantly. The
disordered intestinal flora destroys the intestinal epithelium through metabolites, improves the permeability of intestinal
mucosa, and directly or indirectly affects the intestinal nervous system and central nervous system; Tolllike receptor can
produce inflammatory responses and further induce neurotoxic effect of microglia to dopaminergic neurons by recognizing
pathogen related molecular patterns; The o~Synuclein («~Syn) in Lewy body, a pathological marker of PD, is affected by
intestinal flora, which moves from the intestinal nervous system to the central nervous system, and induces the immune
response and further the neurotoxic effect of microglia to dopaminergic neurons. The above mechanisms suggest that
intestinal flora disorder plays an important role in the occurrence and development of PD. This article reviews the role and
mechanism of intestinal flora in the pathogenesis of PD .
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