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Objectives SCFA and GLP-11n PD Enteroids and Colonoids Discussion and Future Directions
To evaluate the impacts of intestinal dysbiosis on enteroendocrine ® GLP-1 secretion from enteroendocrine cells iIs triggered by the ®* We have successfully modeled the human intestinal enteroendocrine
function in Parkinson’s disease (PD) by: Interaction of SCFA with luminal receptors. GLP-1 response to a meal system in Parkinson’s disease using patient-derived enteroids and
1) Detecting patterns of microbial dysbiosis in PD, Is typically bimodal with the greatest peak 45 minutes postprandially. colonoids that can be co-cultured with stool and short-chain fatty acids,
2) Determining the contribution of intestinal dysbiosis to L-cell function, ° We demqnstrated t_hat the postprandial GLP-1 response is attenuated with the goal of measuring GLP-1 secretion by L-cells.
3) Constructing Iin vitro organoid models from patient-derived tissue to in PD patients relative to household-matched healthy controls who ® These organoids recapitulate L-cell phenotypes as determined by
simulate the effects of microbial ecosystems and their metabolites on consume a standardized meal and undergo pre- and postprandial human intestinal stem cells.
enteroendocrine function. GLP-1 measurement by ELISA. [6] ® Qur previous work has shown that postprandial GLP-1 (which is
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