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BACKGROUND: The comprehension of the network of metabolic processes may aid the understanding of the molecular pathways driving obesity and the related
complications. However this is a hard task due to the large number of actors and their complex interplay. Multivariate analysis of metabolic profiling data

(metabolomics) allows for variable selection and data dimension reduction, thus representing a useful statistic tool for highlighting the metabolic-impairments

related specific pathways.

METHODS: We aimed at exploring by targeted metabolomic the circulating metabolite plasma profile in lean (NW, n=42; BMI: 18.5-24.9 kg/m?) and age-matched
overweight/obese (OB, n=37, BMI=225.0 kg/m?2), drug-free adult overnight-fasted healthy women. Anthropometric, biochemical and hormonal data were collected.
One-hundred-eighty molecules among aminoacids (AAs), acylcarnitines (AAc), phosphatidyl-choline (PCs) and lysophosphatidyl-choline (LysoPCs) and
sphingomyelines (SMs) were quantified by the Absolute p180 LC-MS/MS Kit (Biocrates Life Science AG, Austria). BMI effect on metabolite profile was investigated
by the orthogonal partial least squares-discriminant analysis (OPLS-DA), resulting in the selection of 39 metabolites [VIP>1.0 and |p(corr)|>0.5] driving the group

separation (R?X=0.485, R?Y=0.638, Q?Y=0.505, CV-ANOVA p<0.001). The association between the resulting 39 metabolite model and parameters of metabolic

Impairment was investigated by BMI-adjusted stepwise multiple regression analysis.
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Table 3: BMI-adjusted stepwise multiple regression analysis.

Simplified representation of aminoacids energetic metabolism (left panel) and of proposed links between phospholipids and metabolic parameters (right panel) according to multiple
regression analysis results.
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CONCLUSION: The targeted metabolomic approach allowed the identification of a specific metabolic fingerprint in female non-complicated obesity that should be

further explored as early biomarker of dysmetabolism.
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