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Novel approach on obesity risk stratification by combining human gut microbiome
and genetic predisposition
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Analysis of human gut microbiome was performed for a total of 171
participants of ME-BYO cohort study (Kanagawa site of the J-MICC study). Owing to the support from
Platforms for Advanced Technologies and Research Resources Platform, we were able to perform an
analysis of 72 patients combined with the genetic risk score for obesity. Based on the results of
this research, we are making adjustments so that microbiome analysis be carried out continuously in
the ME-BYO cohort. By this, we will be able to update the results from this study and finally
leading to the realization and clinical utilization of the risk stratification strategy using
microbiome and genetic risk in combination. We are currently summarizing the additional results and
planning to publish the final results in a peer-reviewed English journal in a mean time.
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