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Introduction

The host-microbiota cross-talk represents an important factor contributing to innate immune response and host resistance during infection. It has been shown that
probiotic lactobacilli exhibit ability to modulate the immune system to enhance pathogen elimination. Therefore, the aim of this study was to test the potential of
heat-inactivated probiotic Lactobacillus curvatus BGMK2-41 to stimulate immune response and resistance of the Caenorhabditis (C.) elegans against pathogens. The
molecular pathways initially triggered by pathogens are highly conserved in a large variety of organisms ranging from nematodes to mammals which justifies the
use of C. elegans as a useful model system for innate immunity studies in terms of pathogen-host-microbiota interactions.

Results
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Conclusion

The results of this study suggest that p38 MAPK-dependent immune regulation by BGMK2-41 is essential for probiotic-mediated C. elegans protection against gram-
positive and -negative pathogenic bacteria and could be further explore for development of probiotics with potential to increase the resistance of the host towards
pathogens.
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