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KEY TAKE AWAY: Bacterial metabolites may contribute to mechanisms involved in Alzheimer’'s disease progression, since
bacterial products significantly affected survival, development, and physiological functions in C. elegans CL2006 disease
model.
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worldwide, primarily
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metabolites may contribute to

affecting the structure and

by Staphylococcus aureus and
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' Figure 1. Assays.
C. elegans strains
were exposed to
bacterial supernata
for 24 h in liquid
culture medium in
96-well plates.

using black 96-well
plates and a
Varioskan™ Lux

reader (Thermo
Fisher Scientific).
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C. elegans strains: N2 Bristol (wild type) was used as the control
strain, and CL2006, which expresses amyloid pathology in muscle
and develops a characteristic phenotype, was used as the
r's disease (AD) model.

Bacterial strains: E. coli OP50 was used as the standard food
source (control). The strains P. aeruginosa and S. aureus were
used through the metabolites produced by each strain.
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CONCLUSIONS

« Bacterial metabolites

iInduced physiological and
cellular alterations
associated with
neurodegeneration;

 The transgenic strain,

CL2006, expressing human
AP peptide, was more
vulnerable to bacterial
metabolites exposure,
exhibiting reduced survival
and increased stress-related
markers;

« Bacterial metabolites may

represent an important risk
factor contributing to
Alzheimer’s disease
progression.
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