Gut microbial taxa-associations with cognitive functional measures in Patients with Alzheimer’s Disease
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Alzheimer’s disease (AD) is associated with Cognitive Performance is Impaired in Alzheimer’s Disease Patients Table 1: Summarized Demographic at Enrollment (EN)
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The gut microbiome represents a promising target
for therapeutic interventions aimed at preserving
cognitive function.
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Exam ine aSSOCIatIOnS between QUt m ICrObIOme Figure 2: Differences in markers of AD pathology and neuroinflammation between controls and AD patients. Bar graphs showing the significant differences in the plasma levels of AD RA M od u Iation Of ut m iCI'Ob i Ota th rou h
prOfi |es and cognitive pe rformance measures and biomarkers- ratio of AB 42/40, phosphoTau 217and 218 over total Tau along with markers of neuroinflammation MCP-1, GFAP and NFL between controls (n = 11) and AD patients (n = 18). Data are * g g
presented as mean + SEM with individual data points. Non-parametric Mann Whitney test was performed to show the significance. * p=0.05, ** p=0.01, *** p=0.001 and *** p=0.0001.

understand gut—brain axis contributions to AD interventions like diet, probiotics, or

pathogenesis. _ o _ _ _ o _ _ o fecal microbiota transplantation may
Alzheimer’s Disease is Associated with Distinct Gut Microbial Dysbiosis offer new strategies for the prevention

and management of Alzheimer’s Disease.
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Biospecimen Collection and AnalySQS: Figure 3: Differences in Gut microbial communities between controls and AD patients. PLSDA plots showing discrimination of bacterial genera between controls (n = 11) and AD patients (n = 18). Functional and longitudinal studies are needed to validate
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. ] .. Figure 4: Associations between gut microbiome and cognition among AD Cohort. Table showing spearman correlations between % relative abundance (%RA) of gut bacterial families, AD smita.ghare@nortonhealthcare.org
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P-Value: 0.012; R-Squared: 0.0556
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Small sample size may reduce generalizability.

ejous}o
euape

with no cognitive impairment (NCI; n=11) Ram— o

PC1 (12.2% variation explained) 0%

wnuajoeqo]o.

NORTON

RESEARCH INSTITUTE




	Slide 1

