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Abstract : Objective

using the technology of metabolomics,searching the metabolic markers, which will provide a reference for exploring the etiology of

To explore the differences in plasma metabolism between patients with hyperuricemia and healthy people
hyperuricemia and its relationship with other metabolic diseases. Methods The plasma metabolites patterns of patients with hype-
ruricemia Chyperuricemia group) and healthy people (control group) were analyzed by ultra-performance liquid chromatography-
quatrupole-time-of-flight mass spectrometry(UPLC-Q-TOF-MS). MarkerLynx XS software was used to regulate and normalize the
original data. Statistical software SIMCA-P+12. 0. 1 was applied to group the sample and analyze the data using orthogonal signal
correction-partial least square discriminate analysis(OSC-PLS-DA). Results of the analysis were expressed by the form of two-di-
mensional and three-dimensional scores plot and loading plot,respectively. The different metabolites were screened according to the
VIP value of OSC-PLS-DA model and the results of significant differences test. Results

both hyperuricemia group and control group.no cross and overlap was observed between the two groups, which means that these

The cluster distribution was displayed in

two groups were distinguished from each other clearly. Six compounds (mass to charge ratios were 282. 279 2, 496. 340 0,
280.263 2,79.020 3,256. 263 2 and 284. 294 5,respectively) were initially identified as potential plasma metabolic markers to dis-
tinguish hyperuricemia from healthy people. Conclusion The method of hyperuricemia plasma metabolomics study has been con-
structed using the technology of liquid chromatography-mass spectrometry which lay the foundation for the research of hyperurice-
mia pathogenesis, prediction and prevention.
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