Estimation of smoking cessation benefits on cardiovascular risk via lipidomics and transcriptomics analysis of ApoE”-mice liver
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Study. Partial results previously published (grey box) [1, 2] are included here to serve as a comparison anchor. Results obtained in liver (lipidomics B 8% 13% 23% 35% 29%
and transcriptomics) of an experimental group mimicking smoking cessation are presented here for the first time. o | el N\ e _ _ _ _
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Lipidomics Analysis. Molecular lipids from liver were extracted and quantified by Zora Biosciences (Espoo, Finland) using synthetic non- S “ & w w & 4 _— b .
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false discovery rate (FDR) method was then used to correct for multiple testing effects. Gene Set Enrichment Analysis (GSEA) was performed | e ~"" biosynthesis vs. Sham at 6 months (FDR<0.01)
using the Confero platform [7]. Functional analysis of the differentially expressed genes, including prediction of potential upstream regulators, was Figure 4 from Boue et al [1] ' '
performed using DAVID 6.7 [8]. While significant results were obtained for the CS vs. sham comparison at 6 month with a FDR<0.01, no significant
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The expression profiles of a few genes correlated well with the levels of lipids measured in the same organs, making
them interesting candidates for further mechanistic investigations. For example, the mouse gene 1810053B23Rik has a Liver lipidomics after 6 months exposure
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