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Supporting Information Fig 2.
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Supporting Information Fig 2. Biological
processes affected by drug and dietary
lifestyle interventions on a transcriptome
level

Representative Gene Ontology Biological Pro-
cess categories overrepresented among differen-
tially expressed transcripts in dietary lifestyle
(DLI) and drug intervention groups (vs. HFD),
and their corresponding p-values (heatmap). The
clustering tree highlights a similarity between
process-enrichment profiles of chow control and
DLI groups and between fenofibrate and
T0901317 groups.



