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Figure 1. PCA scores plot for 2385 features extracted using HRMS LC-MS in Figure 2. Volcano plots showing features extracted using HRMS LC-MS in Figure 3. Bar-charts highlighting the most significant changes (log fold change >2)
positive ion mode with QC presence >50% and RSD<30%. MetaboAnalyst positive and negative ion mode that were significantly increased or decreased caused by ethanol administration in each tissue that could be annotated at the Disclaimer: The products and applications in this presentation are intended for

software was used to generate PCA and volcano plot analysis. in each tissue following ethanol administration (fold change >2, p<0.05). MSMS level (Metabolomics Standards Initiative level 2). Research Use Only (RUO). Not for use in diagnostic procedures.




