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Abstract ; To explore the relation between patients with Parkinson’s disease (PD) and the a-
Methods
mount of intestinal lactobacillus from PubMed, Embase, Cochrane, Clinicalkey, CNKI, Wanfang Database and

Objective
mount of intestinal lactobacillus. We retrieved online case-control studies on PD patients and a-
other databases. NOS scale was used for evaluation and the software Revman 5. 3 was used to analyze the data.

Results A total of 5 case-control studies with 641 subjects were included, including 371 cases in the case

group and 270 cases in the control group. Meta-analysis results showed that the amount of intestinal lactobacil-
lus in PD patients was higher than that of the control group (SMD=0.61, 95% CI =0.23~0.99).

sion The amount of intestinal lactobacillus in PD patients is higher than that of the control group, suggesting

Conclu-

that this bacterium is involved in the occurrence and development of PD.
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