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Metabonomics study on the antihypertensive mechanism of lactobacillus and
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[ Abstract] Objective To explore the possible mechanism of synergistic effect of synbiotic preparations by regulating intes-
tinal flora to achieve antihypertensive effect by the metabolomics-related techniques. Methods Fourteen spontaneously hyperten-
sive rats were randomly divided into two groups,7 rats in each of the model group and the treatment group,and another 7 Wist-
ar Kyoto rats were used as the control group. Illeum metabolic profiling among the control group, Spontaneous hypertension
model group and symbiotic treatment group were analyzed by ultra-high performance liquid chromatography coupled with tan-
dem quadrupole time of flight mass spectrometry (UHPLC-Q-TOF MS). The potential biomarkers for the treatment of sponta-
neous hypertension were selected. Results In additional, 27 metabolites with significant differences between the control and model
group were identified by analysis of metabonomics. Among these metabolites, LysoPE and PC could be significantly re-regulated
in the treatment group,compared with the model group. Conclusion Synbiotics could improve the status of spontaneous hyper-
tension by changing the structure of the intestinal microbiota, regulating LysoPE and PC-related signaling path-
ways. Metabolomics could help to understand the pathogenesis of essential hypertension and the hypotensive mechanism of syn-
biotics at the molecular level.
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