Raspberry ketone ameliorates LPS-induced depression-like behavior in mice by
Inhibiting TLR-4/NF-kB signaling pathway via the gut-bDrain axis
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Abstract

Presently, there Is an urgent need to unearth non-toxic and effective compounds from the realm of medicinal plants to enhance depression treatment. This study was aimed to investigate the
Impact of raspberry ketone (RK) on lipopolysaccharides (LPS)-induced depression in mice and explore its potential mechanisms. The present study demonstrated that RK has significant
Improvement In LPS-induced depressed mice by regulating the TLR-4/NF-xB inflammatory pathway to reduce neuroinflammation and upregulating neurotrophic factor and synapse-associated
proteins to enhance synaptic function. Moreover, RK mitigated the intestinal inflammatory response and prevented the penetration of LPS into circulation by inhibiting the TLR-4/NF-xB
signaling pathway, regulating the intestinal microbiota composition and restoring the integrity of the intestinal barrier. In addition, RK Increased the secretion of bacterial metabolite short-chain
Qatty aclds, which can alleviate depression-like behavior. This study fills a research gap in the field of antidepressants in the medicinal food plant raspberry.
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