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[Abstract] Functional metabolomics is an extension of metabolomics, through detecting changes in endogenous metabolites
that are stimulated and disturbed by a particular organism, after obtaining the biomarker, experiments were conducted to verify the
functions of the biomarker and the associated enzymes, genes and proteins. The molecular mechanism of pathophysiology can be
revealed systematically from the perspective of "metabolite-enzyme-gene-protein”, solving the upstream and downstream biological
mechanisms of metabolite association. This article reviews and analyzes the current common methods and research strategies of
functional metabolomics, the exploration of disease targets and pathogenesis, and the analysis of drug action mechanisms in the field
of biomedicine. At the same time, the extended research on the combination of functional metabolomics with network pharmacology

and reprogramming metabolomics is summarized, and finally the application prospects of functional metabolomics are analyzed and
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prospected in the field of biomedicine.
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Fig.1 Research strategies based on metabolite function
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Fig.2 Research strategies based on the metabolic pathways of metabolites
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Fig.3 Combination of network pharmacology and functional metabolomics
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