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Backgrou nd Results 1 Figure 2. Receiver operating characteristic (ROC) curves of the HCs-BC discriminant models. Figure 3. Result of diversity analyses.
_ _ _ For each compound or component, a HCs-BC discriminant model was constructed as a logistic regression (A) Alpha diversity indices (observed taxa and Chaol) were compared between
In breast cancer, changes in the fecal metabolites and The median age was /1 years (range: 36—95) for HCs and 57 model with an explanatory variable. Concentration of the compounds or score of the components were HCs and BC groups. The statistical test was performed with Wilcoxon-Mann-
gut microbiota have been shown to influence drug Sensitivity years (range: 32—87) for BC patients. The subtypes included 18 used as the explanatory variable. In the model construction, we used 5-fold cross validation (cv) and Whitney test. Benjamini-Hochberg method was used for p value adjustment in
. . . . . - .. . synthetic minority over-sampling technique (SMOTE). multiple tests. ***: adjusted p (q) < 0.001. (B) Trends of the two indices across
and resistance; however, differences in microbial composition cases of hormone receptor (HR)-positive/human epidermal subconditions (HCs, HR+HER2-, HER2, and TNBC).
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collected during treatment. Metabolomic analysis was analysis for these metabolites yielded an AUC over 0.79 in "l Tl Tell Tl subconditions.
performed with LC-TOFMS/MS. 16S metagenomic analysis was discriminating BC patients from HCs. Do’ ¥ ekeptherme’ P ke’ Vst (A) Plots for the taxa selected in the HCs vs BC test.
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. . (B) Plots for the taxa selected in the HR+HER2- vs TNBC test.
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