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Impact of gut microbiota on health and diseases

Hiroshi Ohno"" #
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Gut microbiota, a huge number of commensal bacteria in animal guts including humans, deeply affect
the host physiology and pathology. Recent studies with metagenomics and fecal microbiota
transplantation in germ-free mice have revealed that dysbiosis, or abnormal composition of gut
microbiota, could be pathogenic; in addition, normalization of dysbiosis into symbiosis can cure
diseases. Metagenomics is to make a gene catalogue of gut microbiota, which is not enough to
understand the functions of gut microbiota. To overcome this, we combine other cyclopedic
approaches such as transcriptomics and metabolomics with metagenomics. This ‘integrated omics’
approach is useful for understanding molecular mechanisms of the host-but microbiota interaction,
which may result in identifying gut microbiota-associated pathogenic biomarkers potentially leading to
a new therapeutic or preventive strategies.
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