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PRECLINICAL RESEARCH

Background: % Material and Methods

Chronic, low-grade peripheral inflammation—often driven by gut microbiota dysbiosis—has emerged as a key

contributor to neuroinflammation and cognitive decline in neurodegenerative diseases like Alzheimer’s and
Parkinson’s. Lipopolysaccharide (LPS) administration in rodents serves as a robust model for mimicking CD-1 male mice were used to model inflammation-induced cognitive impairment
peripheral inflammation that impacts the brain, leading to microglial activation and memory impairments. '

ldentifying effective pharmacological strategies that target different aspects of this inflammatory cascade is ~% |nduction of Cognitive Deficits:
essential for therapeutic development.

A single i.p. injection of LPS (0.25 mg/kg) was administered to induce persistent, non-septic systemic
inflammation leading to cognitive deficits lasting up to three weeks.

-8 Treatment Protocol:
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To evaluate the therapeutic efficacy of 17 pharmacological agents—spanning anti-inflammatory, antioxidant, Mice were treated daily for 1 or 2 weeks with one of 17 candidate compounds following LPS administration.
synaptic, metabolic, and kinase signaling mechanisms—in reversing LPS-induced cognitive deficits in mice.

Ec— Behavioral Assessment:
w [ o Cognitive performance was evaluated using the T-maze spontaneous alternation task after the treatment protocol.
o | ﬁ L 17| Outcome Measure:

The percentage of spontaneous alternation was recorded as an index of cognitive performance.
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% indicates the level of statistical difference as compared LPS / Vehicle group

Conclusion @

Figure 1: Anti-inflammatory NSAIDs & Steroids Figure 2: Antioxidants & Autophagy Modulators
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Figure 3: Synaptic & Neurotransmitter Modulators Figure 4: Metabolic & Kinase Signaling Agents into four Categgries: anti_inﬂammatory,
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NG = [Hachiatieais and metabolic/kinase signaling modulators.
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CIN : Cinnamaldehyde
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